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ABSTRACT 

Research has indicated multiple factors unique to the individual may be more important in 

predicting their response to a traumatic event than objective assessment of the severity of 

an event. Such factors have included individual appraisal of threat to life and fear of death, 

emotional processing of the experience, perceived severity of the stressor, and perceptions 

of blame for the event. The current research aimed to systematically examine the 

contribution of such factors in the aetiology of posttraumatic stress responses and to 

consider factors that might influence the development of both positive and negative 

responses. 

The integrative model proposed by Joseph, Williams and Yule (1995) pro\'ided structure to 

the investigation. The components included appraisal factors (the explanations formed for 

the event); stimulus factors (characteristics that rendered it most traumatic); personality 

factors (e.g., dysfunctional beliefs, attributional style, locus of control, anger expression and 

hostility); emotional state factors (peritraumatlc emotional states, psychophysiOlogical 

responses and dissociation); and activity factors (cogrutive or behavioural actions taken 

after the event). 

Eight studies based on evaluating each of these factors were conducted. The studies 

involved participants with Posttraumatic Stress Disorder (PTSD) (n= 19), Acute Stress 

Disorder (ASD) (n=13), Sub-Clinical symptoms (n=17) and No symptoms (n=18). 

Comparisons across two event types; Motor Vehicle Accident (1vfV A) and Physical assault 

and two blame types; self-blame and other-blame were also made. The methodologies 

included clinical interview, questionnaire and a four stage guided imagery methodology to 

access psychological and psychophysiological states during imagery of the traumatic event. 

\ " 



These studies contributed to the current understanding of trauma responses by highlighting 

that a more vulnerable response to trauma was associated with more blame towards others, 

a perception of malicious intent to harm, less control, greater perceptions of life threat and 

peritraumatic fear of death and higher perceptions of the severity of the event, the threat to 

life and injury. Vulnerability was associated with greater irrational belief and social 

withdrawal. Although posttraumatic growth was observed in the PTSD group, a greater 

degree of negative changes were also observed. A more protective response to trauma, as 

observed in the ASD group who recovered withm 4 weeks of the traumatic event, was 

associated with delay in attnbution of blame unul after the event, self-blame or blame 

towards others that was coupled with low perceptions of life threat and fear of death, lower 

severity ratings, lower levels of mjury, and an absence of a trauma history. The Sub-Clirucal 

group tended to blame their behavtour; to feel gUilty and to criticise themselves more 

strongly than other groups but they may have been protected from developmg full PTSD 

by the fact that they did not direct blame externally. 

The results of the empirical studies contributed to the current understanding of protective 

responses to trauma and supported the role of the components of the integrative model 

Qoseph, Williams et al., 1995) in the aetiology of posttraumatic stress responses. The 

implications of these results for assessment, diagnosis and treatment of posttraumatic stress 

symptoms and directions for future research were discussed. 
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1.1 Introduction 

Traumatic expenences often result in significant personal and economic cost both on an 

individual and societal level (_t\ustralian Bureau of Statistics [ABS], 1998; Chan, Air, & 

McFarlane, 2003). Such events have enormous potential to result m significant 

psychological and psychosocial Impairment. Traumatic expenences can disrupt the 

individual's capacity to cope with their own emotions and to fulfil their usual working 

role, and can cause damage to social relationships (Freedy, Resnick, & IZ1lpatrick, 1992). 

Consideration of the lugh rates of exposure to a traumatic experience among the 

population (Breslau, Davis, Andreski, & Peterson, 1991; Resnick, Falsetti, I<.~ilpatrick, & 

I Freedy, 1995) and the lugh prevalence of the development of posttraumatic stress 

I 

I 

symptoms following such events (Breslau et al., 1991; Helzer, Robins, & McEvoy, 1987; 

Kessler, Sonnega, Bromet, Hughes, & Nelson, 1995; Norris, 1992) encourages the need 

I for study of factors that might moderate the severity of psychological disturbance and 

provide protection from an adverse response. 

1.1.1 Prevalence of traumatic events 

The prevalence rates for exposure to traumatic events have been investigated. A review 

of such studies of exposure in civilian populations indicated rates may range between 

approximately 40-70% (Resruck et al., 199 5). For example, lifetime rates for exposure 

to traumatic experiences have been reported at 39% in a sample of 1007 young 

American adults living in Detroit (Breslau et al., 1991), and as lugh as 69% of a similar 

sized sample taken across four American cities (Norris, 1992). The disparity in rates 

may result from the event types studied. In the Breslau and colleagues (1991) study the 

events appeared more extreme (e.g., seeing someone killed, threat to one's life, natural 

disaster) as opposed to those in the Norris study that may occur more frequently in 

everyday life (e.g., robbery, physical assault, sexual assault, fire, and motor velucle 
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accident QYIVA]). In a large survey of 8098 Amencans aged 15-54 years, 60% of men 

and 51% of women reported expenencing at least one traumatic event 1n their lifetimes 

(Kessler et al., 1995). 

Perhaps more relevant to this study are Australian rates for exposure to traumatic 

events. A Crime and Safety SutYey conducted 1n 1998 (ABS, 2002a) established that 

4.3% of persons aged 15 years and over had experienced a physical assault in the 12 

months pnor to the survey, and 0.5% had experienced a robbery. In a sample of 

females aged 18 years or over, 0.4°/o had experienced a sexual assault 1n the previous 12 

months. The Australian section of the International Crime Victims Survey (Australian 

Institute of Criminology [Aiq, 2001) reported that one in five persons across a sample 

of approximately 42200 persons had experienced a personal crime (robbery, assault, 

theft, or sexual assault). The data also indicated that the incidence of crimes such as 

physical assault, sexual assault, kidnapping/ abduction, and robbery is increasing (ABS, 

2002a). The incidence of the specific traumatic event types relevant to the current 

study, namely, JYIVA and physical assault, \Vill be explored later in this chapter. 

1.1.2 Incidence of posttraumatic stress disorders 

Traumatic experiences have the capacity to lead to psychological disturbance. There are 

two psychiatric disorders that are specifically related to the experience of a traumatic 

event, Posttraumatic Stress Disorder (PTSD) and Acute Stress Disorder (ASD) 

(American Psychiatric Association [AP AJ, 1994). Lifetime prevalence rates place PTSD 

as one of the most common psychiatric disorders (van der Kolk, van der Hart, & 

Burbridge, 1995). The DS:NI-IV (APA, 1994) reported lifetime rates of between 1-14% 

in the general population. Empirical research on specific samples has reported 

incidence rates between 1% (Helzer et al., 1987), 8% of a sample of 8098 Americans 
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aged 15 -54 years (Kessler et a!., 199 5), 9% in a sample of 1007 young adults in Detroit 

(Breslau eta!., 1991), and 5-11% in a sample of 1000 American adults from four cities 

(Norris, 1992). Several population studies have been completed and, overall, they have 

indicated that about one quarter of individuals who are exposed to a traumatic event go 

on to develop PTSD (Green, 1994). Research has reported rates to be 15% among 

psychiatric inpatients (Saxe et a!. , 1993) and h1gher among vulnerable populations such 

as combat veterans, victims of criminal violence or people exposed to natural dJaster 

(i\P A, 1994). 

Empirical study of the incidence of i\SD has reported rates of 4% of a sample of 323 

hospitalised accident victims (Fuglsang, rvloergeli, Hepp-Bugg, & Schnyder, 2002), 6% 

of a sample of 4 7 survivors of an industnal accident (Creamer & Manning, 1998), 14% 

of a sample of 79 MV A survivors \Vith mild traumatic brain inJury (Harvey & Bryant, 

2000), 19% of a sample of 157 v1ctims of violent assault (Brewm, Andrews, & Rose, 

2003), and 33°/o of a sample of 36 witnesses of a mass shootmg (Classen, Koopman, 

Hales, & Spiegel, 1998). Another study suggested that up to 10% of women might 

experience ASD followmg miscarnage (Bowles, james, Solursh, & Yancey, 2000). 

Some research has now suggested that there IS stgnificant overlap between PTSD and 

ASD and that ASD should not be constdercd a distinct dtagnosts (e.g., Brewin et al., 

2003; Harvey & Bryant, 2002; Marshall, Spitzer, & Liebowitz, 1999; McFarlane, 2000a). 

This debate will be further constdered in Chapter 2. 

1.1.3 Cost of mental health problems following trauma 

Research has suggested that the posttraumatic stress disorders have a significant 

personal cost. The disorders have been reported to have significant tmpact upon 
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psychosocial factors such as decreased work capacity, worsened economic situation, 

reduced leisure activity, breakdown in family relationships, and loss of broader social 

supportS (Freedy et al., 1992; Malt, I-haivik, & Blikra, 1993; Mayou, 1992; 

Somasundarum, 1996) . The experience of such psychosocial factors also has great 

capacity to impact upon psychological variables such as self-esteem and confidence 

(Cascardi & O'Leary, 1992) and ability to cope (Endler & Parker, 1990; Folkman & 

Lazarus, 1985). 

The National Survey of Mental Health and Wellbeing conducted on a sample of 10600 

Australians in 1997 indicated anxiety disorders in general to result in substantial personal 

and social costs (ABS, 1998) . It was eYident from these data that many individuals have 

been considered by the health system to be disabled on the basis of their mental health 

status. It suggested that psychological disorders impact upon role fulfilment and social 

functioning to a substantial degree. This survey also indicated that use of a health 

service by those with anxiety disorders was at a rate of about 28%. Considermg the size 

of the sample, this is a substantial number of individuals seeking health care for their 

disorder. Other research evaluating the health and economic costs of motor vehicle 

accidents in South Australia through the examination of 3088 survivors who made a 

claim through the State Insurance Commission between 1996 and 1999, reported the 

cost to be AS6369519.52 (Chan et al., 2003). 

In consideration of this, it is important to expand the current understanding of the 

aetiology of PTSD and determine factors that protect individuals from development of 

PTSD or ameliorate effects of exposure to traumatic events in order to improve 

interventions for these debilitating disorders. 
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1.2 Definition of the problem 

Given the prevalence of adverse posttraumatic stress responses and the personal and 

economic costs to the commuruty, It is considered valuable to examine factors that may 

protect an mdividual from an adverse response and may have clirucal utility in 

improving interventions following traumatic events. Some empirical research has 

considered protective factors and those that increase vulnerability to an adverse 

response, but most research has only considered a limited number of factors rather than 

a comprehensive review of all relevant factors. Such research has considered factors 

such as the experience of peritraumatlc life threat, the tendency to expenence negative 

affect and hostility m the recovery environment (Gore, 1998), behavioral disturbances 

and emotional problems (Boatler, 20()1 ), dysfunctional and maladaptive cognitions 

(Miller, 2001) and attributions (Gray, 2001) as enhancing or reducing vulnerability in the 

face of traumatic experience. 

Such ideas are Important in the development of optimal therapeutic intervention \Vith 

mdivtduals who experience posttraumatic stress symptoms. Extension of this area of 

research would involve constderatlon of a wide range of protective variables as well as 

factors that enhance vulnerability. 

A traumatic event has been defined as an abrupt physical dtsruption in one's ordinary 

daily experience that involves actual or threatened injury or death to oneself or to others 

(Spiegel, Koopman, & Classen, 1994). Current conceptualisations of the aetiology of 

posttraumatic stress symptoms have mcorporated the severity of the event itself as a 

necessary factor but it ts no longer considered the only factor that predicts adverse 

outcomes. In the past, the objective evaluation of an event as universally traumatic was 

part of the diagnostic process (fomb, 1994). However, an mcreased observation of 
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variation in responses to events has highlighted that exposure by itself is insufficient to 

account for individual differences Qoscph, Yule, & Williams, 1993). Current views in 

trauma research, including those expressed in the DSi\I-IV (APA, 1994), have placed a 

greater emphasis upon subjective perception and individual appraisal of threat as having 

more predictive power for adverse responses than tightly defined objective 

characteristics of the trauma (Green & Lindy, 1994; Joseph, Williams, & Yule, 1995; 

March, 1993). 

A sense of subjective threat in the absence of objective markers of severity has been 

observed to result in posttraumatic stress symptoms (Burnstein, 1985; Helzer et al., 

1987; Horowitz, Wilner, Kaltreider, & Alvarez, 1980; Solomon & Canine, 1990). For 

this reason research began to focus on the various factors that may influence symptom 

severity or, indeed, whether an individual develops symptoms at all (e.g., Aldwin, 

Levenson, & Spiro, 1994; Benezra, 1996; Fontana & Rosenbeck, 1998; Joseph, Williams 

et al., 1995; Koopman, Classen, & Spiegel, 1994; Lyons, 1991a; McFarlane, 2000b; 

:Miller, 2000; Tedeschi & Calhoun, 1996; Zautra & Sandler, 1983). It appears, at present, 

that aetiological theories that have the most clinical utility are those that incorporate 

how the mdividual Integrates the event into his or her life both cognitively and 

emotionally and identify what factors mfluence how this is accomplished. 

In the past, research focused on extraordinary events such as combat (e.g., Kolb, 1984; 

Sutker, Uddo, Brailey, Vasterling, & Errera, 1994), captivity and torture (e.g., Ohry et al., 

1994), natural disasters (e.g., Koopman et al., 1994; McFarlane, 1986a, 1986b, 1987, 

1988, 1989; Shore, Tatum, & Vollmer, 1986), and technological accidents (e.g., Carlier & 

Gersons, 1997; Gatchell & Ne\vberry, 1991). With the observation of the subjective 
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experience of an event as a powerful aetiological element came the recogmtion that a 

wide variety of events have the capacity to produce symptoms. 

It is now well understood that many events that have been established as resulting in 

psychological disturbance have some potential to be experienced over the course of an 

individual's life (Rahe, 1993). For example, rape (e.g., Bre\vin, Andrews, Rose, & Kirk, 

1999; Foa, Riggs, & Gershuny, 1995; Riggs, Rothbaum, & Faa, 1995), acute medical 

illness (e.g., Alonzo & Reynolds, 1998; Howsep1an, 1998; Kelly et al., 1998), exposure to 

others who have been traumatised (e.g., Kazak et al., 1998; Kilpatrick & \'{lilliams, 1998; 

Muss, 1991; Warner & \X'eist, 1996), assault (e.g., Dunmore, Clark, & Ehlers, 1997; 

Feuer, 1997; Green, Krupnick, Stockton, & Goodman, 2001; Janoff-Bulman, 1979), 

motor vehicle accidents (e.g., Blanchard, Hickling, Buckley et al., 1996; Goldberg & 

Gara, 1990; Hickling, Blanchard, Buckley, & Taylor, 1999; Kuch, Swinson, & Kirby, 

1985), and miscarriage (Bowles et al., 2000) have been reported to result in the 

development of posttraumatic stress symptoms. As previously mentioned, a large 

percentage (40-70%) of individuals have been exposed to a traumauc event dunng their 

lifetimes (Resmck et al., 1995). 

Theoretical papers have proposed that there are similar psychological processes at work 

regardless of the activating event Oanoff-Bulman & Frieze, 1983). Additional research 

that directly compares the impact of different trauma types is required to investigate 

whether this may be the case. The type of posttraumauc stress reaction has been 

proposed to differ according to appraisal of responsibility for the event (Blanchard, 

Hickling, Buckley et al., 1996; Delahanty et al., 1997; Hickling et al., 1999; Ho, 

Davidson, Van Dyke, & Agar-Wilson, 2000; Janoff-Bulman, 1979; Joseph, Williams et 

al., 1995). Clearly, different event types have the capacity to prompt d1fferent kinds of 
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appraisal of responsibility (e.g., a .\f\'A may be perceived as an accident \vhereas an 

assault is more likely to be perceiYed to be the result of human intention). For this 

reason, it is important to compare responses to different event types in order to 

investigate how appraisal factors intlucnce responses. Two common trauma types will 

be considered in this research, i\fV .r\ and physical assault, as they clearly have the 

capacity to result in different appraisals. 

;\Iotor vehicle accidents have been reported to be one of the most prevalent traumatic 

experiences in western culn1re (Taylor & Koch, 1995). In the United States, 

Department of Transport data have suggested that every driver will have an average of 

three 1JV As in their driving career (Hickling & Blanchard, 1992). In England, MV As 

have been reported to be the leading cause of death in individuals aged less than 40 

years (i\fayou, 1992). In Norway, J\fV As were the cause of one third of individuals 

being brought to hospitals and were associated with the most extreme inJuries (Malt et 

al., 1993). 

Australian data from the Australian Bureau of Statistics (ABS) placed the number of 

MV As involving fatalities in 1991, for example, at 1880, w1th a further 19000 MV As 

resulting in injury requiring hospital admission (ABS, 2001). The .r\BS reported 

fatalities resulting from rvfVA across a 6-year time span to range from 1702 in 1994 to 

1630 in 2000 Australia wide and from 52 in 1994 to 38 in 2000 in the state of Tasmania 

where this research was based. This indicated fatalities have decreased slightly across 

this period. It has been suggested that road safety initiatives have impacted upon the 

fatality statistics (Rose, 2002). In 1972, when wearing seat belts became compulsory in 

Australia, the fatality statistics in Tasmania dropped from 130 to 106. Drink-driving 

reforms introduced in 1983 saw a further drop to 70 fatalities in that year. More 
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recently, mobile van-mounted speed cameras, rougher speeding penalries, urban speed 

limits lowered to 50 km/h, and stricter learner driver testing have seen the statistics 

drop even further (Rose, 2002) . 

The fact that posttraumatic stress symptoms can occur following l\.fVA has been well 

established since the mid 1980s (e.g., Blanchard Hickling, Buckley et al., 1996; 

Blanchard, Hickling, Taylor et al., 1996; Goldberg & Gara, 1990; Hickling et al., 1999; 

Kuch et al., 1985). Early research investigated the question of whether a 1-fV A 

constituted a sufficiently severe event under the DSM-III-R PTSD diagnostic criteria 

and whether the level of disability was comparable to that suffered by, for example, war 

veterans (Blanchard, Hickling, Taylor, Loos, & Gerardi, 1994a). The results supported 

the notion that psychophysiological responses discriminated MV A survivors with PTSD 

from those without, a finding that has also been noted among veteran populations 

(Blanchard et al., 1994a). That study endorsed the notion that PTSD can result from a 

l\TV A. 

Some researchers have suggested that many 1\-I\' As are of a relatively minor nature 

(unlike war trauma) and produce little distress (e.g., Hoffman, 1986). A 1\-fV A has been 

stated not to be serious if it does not result m death or phys1cal injury (Goldberg & 

Gara, 1990). However, such research was completed prior to the DSM-IV 

conceptualisation of posttraumatic stress responses that incorporated the subjectivity of 

an individual's response to an event. More recently, research has recogrused that many 

l\fV As result in serious psychological sequelae, and that symptom severity, indeed, can 

reach levels reported in response to combat experiences (e.g., Blanchard, Hickling, 

Buckley et al., 1996; Mayou, 1992; Mayou, Bryant, & Duthrie, 1993). Such sequelae 

include PTSD, ASD, and driving phobia (Hickling & Blanchard, 1992; Kuch et al., 1985; 
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i\fayou et al., 1993), as well as depressive symptomatology and substance abuse 

(Goldberg & Gara, 1990; J'vfayou, 1992). Psychosocial sequelae that have been identified 

have included relationship difficulties and decreased work capacity (j\hlt et al., 1993; 

;\Iayou, 1992). 

The second traumatic event to be studied in this research was physical assault. The legal 

definition of assault in the Tasmanian Criminal Code Act (1924) is " the act of 

intentionally applying force to the person of another, Jircctly or mdirectly, or attempting 

or threatening by any gesture to apply such force to the person of another if the person 

making the attempt or threat has, or causes the other to believe on reasonable grounds 

that he has, present ability to effect his purpose; or the act of depnving another of his 

liberty" (Chapter XlX, Section 182, 1). This defirution was adopted for this research 

although consideration was given only to those cases where physical force was applied. 

Such an event has the potential to involve the necessary elements to be objectively 

classed as a traumatic stressor under DSM-IV critena (threat of death, serious injury, or 

threat to physical integrity and the resulting psychological reaction) (APA, 1994). 

Data from the ABS (1997) indiCated that assault is the most common viOlent crime. 

Australian police records indicated that the police deal with an average of 277 cases of 

physical assault per day Australia-wide compared with 45 cases of robbery and 35 cases 

of sexual assault. Statistics calculated using the Crime Analysis System by the 

Department of Police and Public Safety (DPPS) in May 2002 indicated victims of assault 

in Tasmania tended to be male (59%) and 80% of assaults were committed \Vithout a 

weapon and more frequently took place on footpaths / streets (32%), private dwellings 

(29%), and retail locations (13%) (Crimestoppers, 2002). Assaults were more common 

on Saturdays, then Sundays followed by Fridays, and in 65% of cases the victim knew 
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the perpetrator. These rates were based on crimes that were reported to police and so 

probably represented an underestimate of the actual rates. However, the International 

Crime Victims Survey (AIC, 2001 ) indicated that assault (at 43%) had one of the highest 

rates of reporting of the personal crimes (robbery, assault, theft, consumer fraud, sexual 

assault, offensive sexual behaviour). This has increased since 1993 when reporting rates 

were 32% (ABS, 1997). The most common reasons described for not reportmg a crime 

to police were that it was too trivial, too personal or that there was nothing the police 

could/would do (AIC, 2001) . In comparing this internationally, it is evident that assault, 

along with robbery, is more frequently reported to police than other crimes in other 

countries (Australia- 58%, UK- 55%, USA- 58%) (AIC, 2001). 

Interpersonal violence has also been considered to have the potential to result in 

posttraumatic stress symptoms (Feeny, Zoellner, & Faa, 2000; Weaver & Clum, 1995). 

Although there is much research on sexual assault and sexual abuse (e.g., Feinauer & 

Stuart, 1996; Petrak, Doyle, Williams, Buchan, & Forster, 1997; Ullman, 1997; Wolfe, 

Gentile, & Wolfe, 1989), domestic violence (e.g., Cascardi & O'Leary, 1992; Kemp, 

Rawlings, & Green, 1991; Walker, 1991) and violent crime in general (e.g., Brewin et al., 

1999; Davis & Breslau, 1994), there have been relatively few empincal studies 

specifically related to physical assault outside of these areas. Additionally, many studies 

have not differentiated physical from sexual assault m reporting the findings (e.g., 

Brewin et al., 1999; Foa et al., 1995; Riggs et al., 1995). 

In summary, the research has indicated that events that have the potential to be 

traumatic are prevalent and part of more common experience than previously 

considered. Statistics from the ABS indicated that the levels of health care service 

provision for individuals with mental health problems as a result of traumatic experience 
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were significant. The personal cost of such events would also have been considerable. 

Research has emphasised the role of subjective perception of threat and factors unique 

to the individuals as influential in predicting psychological outcomes to trauma. 

Appraisal factors have been considered especially important. Different event types have 

been proposed to elicit different appraisals and, therefore, research that considers 

multiple event types may more easily evaluate how this impacts upon response. It is 

these individual factors that may also be open to change following an event to 

encourage more adaptive responses. 

1.3 Overview of the investigation 

The investigation involved sixty-seven individuals who had expenenced either a motor 

vehicle accident or a physical assault. The following provides an overview of chapter 

content. 

The investigation began in Chapter 2 with an examination of the development of 

posttraumatic stress conditions through a description of how posttraumatic stress 

symptoms \Vere first observed m war veterans and that research had since established 

symptoms could occur follo\ving civilian trauma. This review focused on the idea that 

common opinion about the aetiology of posttraumatic stress responses has progressed 

from emphasis upon objective evaluation of the severity of the event to consideration of 

the individual's uruque response to the event as a significant factor. 

Consideration was also given to the fact that there has been an expansion of the 

understanding of posttraumatic stress symptoms with the mclusion 1n the DSM-IV of 

ASD as a separate diagnosis. A discussion of the merits of 1\SD as a separate diagnosis 

was incorporated. It was considered that study of individuals with ASD whose 

13 



symptoms resolved is important as this diagnosis is characterised by either recovery 

within four weeks of the traumatic event or progression to PTSD. Evaluation of what 

factors may distinguish individuals who demonstrate such resilience was central to this 

research. 

It was further highlighted that research had suggested a sub-clinical form of PTSD that 

had been observed to result in significant levels of distress (Cartier & Gersons, 1995; 

Davidson & Faa, 1991; Fay, 1992; Stein, Walker, Hazen, & Forde, 1997; Taylor & 

Koch, 1995; \\1 eiss, Marmar, Schlenger, & Fairbank, 1992). It was decided to include 

samples that met the diagnostic cmena for ASD but where the condition resolved after 

four weeks, and sub-clinical PTSD in the investigation to evaluate whether differences 

between groups in psychological processes could be observed. 

With the aim of identifying which factors might protect an individual from an adverse 

response to trauma, theones of traumatic stress were reviewed in Chapter 3 with 

particular consideration being given to identifymg a model that would allow examination 

of such factors. Psychoanalytic, cognitive, behavioural, cognitive-behavioural, 

biochemical and psychosocial perspectives on the aetiology of posttraumatic stress 

responses were reviewed for this purpose. It became apparent that the integrative 

model developed by Joseph, Williams and colleagues (1995) was amenable to clirecr 

testing of multiple factors relevant to the overall aim of the research. This model was 

suggested to provide a framework for intervention for inclividuals suffering from 

posttraumatic stress symptoms Qoseph, Williams et al., 1995) and \vas considered useful 

to structure the investigation. 
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This model combined elements of a range of other models and was developed in an 

attempt to account for why some trauma survivors expenenced more severe and 

prolonged distress . It involved a cognitive-behaviOural approach incorporating research 

of the emotional processmg of a traumatic expenence (Foa & Kozak, 1986; Foa, 

Steketee, & Rothbaum, 1989; Foa, Zmbarg, & Rothbaum, 1992; Rachman, 1980). The 

authors of this model proposed that posttraumatic stress symptoms were the observable 

product of the emotional processmg of the event including appraisal of the trauma, 

intense emotional states and coping responses including avoidance Qoseph, \X'illiams et 

al., 1995). The components of the model include stimulus factors, appraisal factors, 

personality factors, state factors and activity factors. Appraisal factors were considered 

to be especially important, as they are modifiable through therapeutic intervention. 

The stimulus factors component of this model encouraged consideration of whether 

similar psychological processes may be observed regardless of the event type. Research 

that directly compared the Impact of different trauma types on stimulus variables was 

considered useful on this basis as an expansion of the knowledge in this area. The 

decis10n to include an examination of two common civilian trauma types, 1-fV A and 

physical assault, was further supported by this aspect of the model. The following 

studies were based on each of the components of the integrative model Qoseph, 

\'{:'illiams et al., 1995) as they related to the research questions. 

Chapter 4 presented the results of an Introductory study that provided an evaluation of 

the demographic characteristics of the sample across four diagnostic groups (PTSD, 

ASD, Sub-Clinical and No symptoms) and two event types (NfVA and Assault). An 

examination was also made of differences across the diagnostic groups in trauma 

specific symptomatology. Consideration was given to the literature with regard to sex 
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and age differences in the experience of and reactions to traumatic events and 

differences in medical history. Examination was made of the mfluence of these 

demographic variables with the aim to investigate whether they differed m this sample 

across the groups described. It was also a focus of that study to evaluate the protective 

value of female sex with regard to the likelihood of expenencing an assault or :NfV A, 

male sex with regard to an adverse response to the event, and a lack of pnor psychiatric 

history. 

Chapter 5 considered the literature pertaining to the impact of appraisal factors upon 

the development of posttraumatic stress symptoms. The mvestigation emphasised that 

the nature of an individual's explanation for an event would have consequences for the 

way in which they responded to that event Qanoff-Bulman, 1979; Janoff-Bulman & 

Wortman, 1977; Joseph, Yule et al., 1993). The literature relating to the protectiveness 

of different blame attributions was revie\ved. Participants were divided according to the 

type of blame they attributed with regard to the event (self-blame or other-blame) and 

were compared according to the type of event and the level of posttraumatic stress 

symptoms they expenenced \Vith the aim of Identifying what type of blame is most 

protective. Consideration was gtven to the protectiveness of behavioural self-blame and 

perception of error rather than malicious intent when other-blame was present. 

Chapter 6 mvolved review of the current understanding of what aspects of an 

experience render it most traumatic. Variables considered mcluded perception of life 

threat and fear of death, the experience of bereavement or personal injury, feelings of 

loss of control and perceptions about the seventy of the event. This study aimed to 

make comparisons between event types, diagnostic groups and blame types with 

reference to the characteristics of the stimulus. The protective value of not witnessing 
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grotesque Images or expenencmg mJury or current pam, the capacity to perceive the 

event to have low severity, the lack of perception of life threat and fear of death, 

receiving medical assistance, and lack of involvement of drugs m the event were 

considered. 

Chapter 7 contained a review of the literature on emotional responses to a traumatic 

event. The integrative model proposed individuals vary in their emotional states 

following trauma and this may be influenced by different appraisals. This study aimed 

to evaluate whether there were differences in emotional response across event, blame 

and diagnostic groups m this sample. Particular considerations were whether a rviV A 

would elicit fewer emotional responses than an assault as a result of fewer interpersonal 

connotations, whether a lower level of emotional response might be protective and 

whether self-blame has protective aspects through enhancement of feelings of control. 

Chapter 8 included consideration of the literature on the relationship between peri- and 

posttraumatic psychophysiological states and trauma responses. The impact of different 

levels of peritraumatic psychophys10log1cal response has been a topic of research 

interest (Blanchard et al., 1994a; Blanchard, Hickling, Buckley et al., 1996; Davis, 

Adams, Uddo, Vasterling, & Sutker, 1996; Nutt, 2000; Pitman eta!., 1990; van der Kolk, 

1997). Peritraumatic hyperarousal in response to a traumatic event has been 

documented through use of assessment of responses to personalised imagery of an 

event (Blanchard et al., 1994a; Blanchard, Hickling, Buckley et al., 1996; Keane, 

Kaloupek, Blanchard et al., 1998; Shalev, Orr, & Pitman, 1993) and 1t has been 

associated with individuals who have PTSD (Blanchard et al., 1994a; Blanchard, 

Hickling, Buckley et al., 1996; Pttman et al., 1990). The aim of Study 5 was to make a 

more thorough examination of psychophysiological responses when making 
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I comparisons across event type, blame type and d1agnostic group. Cons1deration was 

given to whether different event types and blame types would elicit different 

psychophysiological responses and to the protecuve value of a lack of 

psychophysiological reacuon to a traumatlc event. This was considered an extenswn of 

the model content as psychophysiological responses to emotlonal states were considered 

an important element of the trauma response. 

Chapter 9 presented an analysis of the literature on peritraumatic and posttraumauc 

dissociative experiences. Research has especially focused on the role of peritraumatic 

dissociation in the deYelopment of posttraumatic stress symptoms (e.g., Griffin, Resick, 

& Mechanic, 1997; Koopman et al., 1994; Marmar et al., 1994; McFarlane, 2000b; 

Ursano, Fullerton, Epstein, & Crowley, 1999) and perceptions of life threat (Allden et 

al., 1996; Bernat, Ronfeldt, Calhoun, & Arias, 1998; Blanchard, Hickling, Taylor et al., 

1996; Ehlers, Mayou, & Bryant, 1998; Holmes, Williams, & Haines, 1998a; Resruck, 

K.tlpatrick, Best, & Kramer, 1992). Consideration was given to the literature that 

suggested that dissociation m1ght inhibit the emotional processing of an expenence. 

The aim of the study was to mvestigate the incidence of peritraumauc and posttraumatic 

dissociative experiences in the sample and to make comparisons across event type, 

blame type and diagnostlc group. The protecuve value of event types that elicit lower 

severity ratings wh1ch in turn may limit the degree to \Vhich dissociative mechanisms 

were employed, of short term but not long term dissociative symptoms, and of self-

blame as opposed to other-blame was considered. 

Chapter 10 explored the impact of personality characteristics such as beliefs, 

attributional style, locus of control, hostility and anger expression upon trauma 

responses. The integrative model Qoseph, \'V'illiams et al., 1995) proposed that such 
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factors have the capacity to mfluence trauma response by impacting upon the appraisal 

process and cognitions about the event. The aim of th1s study was to consider how 

personal charactenstics might influence trauma response across event type, blame type 

and d1agnostic group. The protective value of rauonal thinking, a tendency to attnbute 

negative events to more external, speCific and unstable sources, an internal locus of 

control, lack of hostility and uncontrolled anger \Vas considered. 

Iri Chapter 11, the act1v1t:y factors component of the mtegrative model was evaluated. 

This included comparison of the event type, blame type and diagnostic group on coping 

strategies, inhibition of emotion, changes in social context and behaviour, and change in 

outlook following trauma. The value of coping strategies that encourage engagement 

with the problem, use of soc1al support, emotional expression and release, resisting 

change in behaviours such as drug and alcohol consumption, and the ability to see the 

event as an opportunity for growth 10 protecting an mdividual from an adverse response 

to trauma were considered. 

Chapter 12 provided a summary of the main results of the research and interpretation of 

the meaning within the sample investigated. The clirucal utility of the identification of 

the factors that influence trauma outcome in both positive and negative ways was 

considered. Limitations of the research were then discussed and suggestions were made 

for further investigation in this area of study. 
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CHAPTER2 

POSTTRAUMATIC STRESS DIAGNOSES 

UTAS 
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2.1 Introduction to posttraumatic stress responses 

As introduced in Chapter 1, the current conceptualisation of posttraumatJC stress 

diagnoses includes Posttraumatic Stress Disorder (PTSD) and Acute Stress Disorder 

(ASD) (I\PA, 1994). This chapter has incorporated a review of the historical 

progression of psychiatric diagnoses following traumatic events 1n order to summarise 

the changes in aetiological understanding over time. The current understanding of 

PTSD and ASD has been summarised and further changes that have been suggested in 

the literature have been discussed. 

2.1.1 Evoludon of posttraumatic stress diagnoses 

Over the last century, posttraumatic psychological reactions have been evaluated and re

evaluated. This process began at the time of the American Civil War when numerous . 

soldiers were noted to suffer from a range of symptoms (including generalised 

weakness, heart palpitations, and chest pam) labelled 'soldier's heart', 'irritable heart', 

and 'effort syndrome' (Tomb, 1994). Later, at the time of World \\/ar I, soldiers 

suffermg from fatigue and anxiety were thought to have profound brain damage 

concomitant with psychological disturbance. Such cases were believed to have 'shell 

shock', 'battle fatigue', or 'combat neurosis'. \Vorld \Var II brought even greater 

understanding of the physiological and psychological components of posttraumatic 

stress symptomatology with research conducted by Kardiner (1941; Kardiner & Spiegel, 

1947) who observed physiological changes in muscle tension, heart rate, startle 

responses and hyperarousal. At this time symptoms were called 'physioneurosis'. 

Following World War II and based on the work of Kard.tner (1941 ; Kardiner & Spiegel, 

1947), a formal classification of trauma responses was initiated in the development of 
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the Diagnostic and Statistical Manual of Mental Disorders - First editwn (DSM-I) 

(AP A, 19 52). This classification was called Gross Stress Reaction, which was 

conceprualised as a neurotic response to a catastrophe, whether this was combat related 

or civilian in nature. The DSM-II (AP A, 1968) mirum1sed th1s class1ficat1on to a bnef 

adjustment reaction called Transient Siruational D1srurbance but th1s was agam revised 

in the face of the Vietnam \\far where the severity of the posttraumatic stress symptom 

pattern was again observed. The classification contamed within the DSM-III (APA, 

1980) was based upon the observations of Vietnam War veterans, from research mto a 

host of narural disasters including the Boston Coconut Grove fire of 1941 (Adler, 1943) 

and the Buffalo Creek Dam collapse (Gieser, Green, & Winget, 1981; Green, Lindy et 

al., 1990; Green, Grace, Vary, & Kramer, 1994), and research into civilian trauma 

conducted by Horowitz (1976). At this time it was recognised that symptoms could 

develop following traumatic experiences outside of combat and natural cllaster. In this 

edition, the pattern of symptoms was classed as an anxiety disorder and was called 

Posttraumatic Stress D1sorder (PTSD). 

For a diagnosis of PTSD to be made, the DSM-III and later the DSM-III-R demanded 

there be a severe stressor 'outside the range of usual human experience' (-'\PA, 1987, 

p.250). For example, a diagnosis of PTSD would be permitted followmg a rvfVA 

involvmg physical injury but not after a 1\JV A without such injury, regardless of the 

symptoms observed (Davidson & Faa, 1991). Symptoms were divided into a triad of 

firstly, intrusive, re-expenencing events, secondly, avoidance responses or generalised 

psychological numbing and 1solation, and thirdly, widespread physiolog1c arousal not 

prevwusly present. Symptoms were required to have been present for greater than one 

month. 
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2.1.2 DSM-IV conceptualisations of posttraumatic stress symptoms 

Posttraumatic stress disorder 

The DSM-IV (APA, 1994) changed the conceptualisation of posttraumatic stress 

symptoms m that the role of the stressor m the diagnosis was made less rigid. Current 

diagnostic critena can be found m Appendix A. In past conceptualisations, judgement 

was made of the seventy of the stressor and only those events that would be objectively 

considered severe and unusual would qualify. Authors have discussed the connection 

between the severity of the stressor and the likelihood of the development of symptoms 

(e.g., Feinstein & Dolan, 1991; March, 1993; Tomb, 1994). Some research has 

suggested a dose-response relationship. In a comprehensive review of 19 studies of 

stressor intensity conducted by March (1993), it was noted that 16 of the 19 studies 

endorsed a dose-response relationship. However, this review also noted the difficulty 

that arises if criterion A (the stressor criterion) was to involve rigid parameters for the 

severity of an event as other research has suggested that the relationslup may not be 

dose-response (e.g., Femstem & Dolan, 1991; Solomon & Canino, 1990; Tomb, 1994). 

Another study also noted that the degree of exposure \Vas related to subjective reports 

of distress but not to objective diagnostic prevalence (Smith, North, McCool, & Shea, 

1990). 

Interestingly, the ICD-1 0 Classification of Mental and Behavioural Disorders developed 

by the World Health Organization includes events of lower magnitude such as change in 

social position and/ or network as a result of multiple bereavement or domestic fire 

(WHO, 1998). Empirical study has noted symptoms of PTSD in individuals who have 

experienced events of a lower magnitude of severity. For example, PTSD symptoms 

have been noted in individuals who have experienced marital disruption, children's 

illegal activities, collapse of adoption arrangement, death of a loved one (Burnstein, 
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1985), a spouse's affair, poisoning (Helzer et al., 1987), money problems, household 

illness/injury (Solomon & Caruno, 1990) and miscarnage (Bowles et al., 2000; Helzer et 

al., 1987). Indeed, re-experiencing symptoms were more prevalent In persons 

expenencmg common events (such as robbery, senous illness or InJury and arrest or 

legal difficulties) than those exposed to a natural diaster (Solomon & Caruno, 1990). 

Two studies noted little difference between scores on the Impact of Event Scale 

between groups who did and did not meet cntenon A as defined by DSM-III-R 

(Burnstein, 1985; Horowitz et al., 1980). 

This research suggested that although for many events a dose-response relationship 

exists between the magnitude of the stressor and the severity of response, there are 

cases where this relationship does not apply. Other research has reported the effects of 

subjective initial reactions to be more important in the development of PTSD 

symptoms than the effects of trauma severity. Maercker, Beauducel, and Schuetzwohl, 

(2000) suggested that later symptomatology is predominantly predicted by the 

immediate information processwg of and emotiOnal responses to the trauma. This 

concept will be explored further m Chapter 6. 

Whether a sense of threat to\vards the self must be present during the event has also 

been questioned. Posttraumatic stress symptoms have been observed to result from 

events that occur in the line of duty for police, for example, killing a suspect (Danto, 

1981) and one study noted PTSD symptoms in individuals who had committed murder 

(Harry & Resnick, 1986) although it could be argued that a sense of personal threat may 

be evident in these cases. However, other research has established that PTSD may 

result from the experience of witnessing grotesque images in the course of fulfilling 

work duties. For example, posttraumatic stress symptoms have been observed in 
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individuals assigned to grave registration duty (Sutker et al., 1994) and body recovery 

work after a plane crash (faylor & Frazer, 1982) and a mass suicide Qones, 1985). 

Jenkms (1998) reported heightened distress tn emergency medical workers at the scene 

of a mass shooting. In these cases, no personal threat was apparent. 

In recognition of these considerations, the DSM-IV contamed a change 1n cntenon A to 

allow for it to be met based on the ind1v1dual's uruque reaction to the event rather than 

whether the stressor was considered objectively extreme or not. This change has made 

the diagnosis of PTSD more subjective and more readily applicable to those tnd1V1duals 

who experience severe symptoms as a result of relatively 'mild' traumatic events. 

Acute Stress Disorder 

Another important change from the DS:i\£-III-R to the DSM-IV was the addition of 

Acute Stress Disorder (ASD) as a separate category. Current dtagnostic criteria can be 

found in Appendix A. The symptom cluster required for a diagnosiS of ASD centres 

around dissociation, reexperiencing of the event, avoidance and increased arousal within 

a period of two days to one month following the event. 

The addition of this diagnosis in the DSM-IV stimulated research mto acute responses 

to trauma and how they relate to more chronic responses. Indeed, multiple studies have 

suggested that ASD is predictive of PTSD (Brewin et al., 1999; Classen et al., 1998; 

Harvey & Bryant, 2000). For example, two stud1es have reported a diagnosis of ASD to 

predict the later presence of PTSD in 80% of cases (Harvey & Bryant, 2000) and 83% 

of cases (Brewm et al., 1999). As a result there has been significant debate as to whether 

it represents a discrete dtsorder (Brewm et al., 2003). 
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Ho\vever, although researchers have commented on the number of individuals who met 

the diagnostic criteria for ASD and then developed PTSD, it cannot be ignored that in 

some individuals the symptoms resolve and no further distress ts experienced. For 

example, in the two studies described above, 13-20% of cases did not subsequently meet 

the diagnostic criteria for PTSD (Brewin et al., 1999; Harvey & Bryant, 2000). The 

percentage of those with ASD who do not develop PTSD has been reported to increase 

with early therapeutic intervention, especially COgnitive-behavioural therapy (e.g., Bryant, 

Harvey, Dang, Sackville, & Basten, 1998; Bryant, Sackvillc, Dang, i\{oulds, & Guthrie, 

1999). Evaluation of the factors that may promote such resilience m the face of a 

traumatic event is central to this research. 

Although there is considerable overlap between ASD and PTSD, research has 

highlighted the differences between the two disorders. For example, there are 

differences in symptom duration, the number of symptoms that are required wtthin each 

criterion for a diagnosis to be made and m the degree of impatrment that results from 

symptoms (Hickling & Blanchard, 1999). There is also difference m the requirement of 

promment dissociative symptoms for a dtagnosis of ASD whereas PTSD ts associated 

with numbing but not to the same extent as ASD. 

Brewin and colleagues (1999) reported that reexperiencing and hyperarousal (but not 

avotdance) were equally as likely as dissociation to predict development of chronic 

PTSD. From these results it was proposed that there might be different pathways to 

PTSD (one with primarily dissociative symptoms and the other primarily reexperiencing 

and hyperarousal symptoms). Researchers have differed tn their opmions as to whether 

dissociation is a core feature of posttraumatic stress responses or stmply just another 
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risk factor for de,·elopmenr of more chronic symptoms (e.g., ;\hrshall et al., 1999 in 

companson to Koopman, Simeon, Guralnik, & Butler, 2000). 

The diagnosts of r\SD has recctYcd signiticant criticism, especially in relation to the 

question of whether it represents a separate disorder to PTSD and whether the 

diagnosis is climcally useful (i\[arshall et al., 1999; ;\lcFarlane, 2000b). Some authors 

have proposed that the separation of the diagnosis has little justification (Brewin et al., 

2003; Harvey & Bryant, 2002; ;\[arshall ct al., 1999). It has been suggested that 

separating the clinical phenomena into two disorders with different diagnostic criteria 

based on the persistence of symptoms for more than 30 days is not justified (i\farshall et 

al., 1999). Research has also suggested that the diagnostic criteria are not clinically 

useful as a signiticant number of individuals with clearly identifiable trauma-related 

symptoms but who do not present \Vith strong dissociative symptoms are excluded from 

a diagnosis of ASD (Marshall et al., 1999). 

It has been argued that ASD and PTSD cannot be separated according to timeframe as 

those who meet the diagnostic criteria for ASD and then PTSD may just have a 

continuation of the same posttraumatic stress response rather than two separate 

disorders. An individual might then only be considered to have pure ASD when the 

four \Veek timeframe has been reached and symptoms have resolved. It must be 

considered that there is much to learn from such individuals because early resolution of 

posttraumatic stress symptoms indicates resilience and learning about what prompts 

such resiliency improves the ability to provide effective intervention for individuals who 

do not display it (i.e., those who develop PTSD). 
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In quesuorung fun1re directions for diagnostic issues regarding PTSD and ASD, 

consideration has been g1ven to whether ASD and PTSD should remain separate 

disorders (Bremner, 1999). One suggestion has been that the two should be combined 

into a single disorder that includes subgroups with acute and chronic symptoms and that 

a dissociative symptom cluster be added. Another suggestion has been that they remain 

as two disorders but both with an acute and chronic phase (i.e., acute and chronic 

PTSD, and acute and chronic posttraumatic dissociative disorder) (Bremner, 1999). 

Other suggestions have been to allow PTSD to be diagnosed at any time after the 

trauma if the diagnostic criteria are met and that dissociative symptoms be included into 

furore definitions of PTSD (lvlarshall eta!., 1999). Further research is required mto the 

utility of both diagnoses. 

2.1.3 Expansion of understanding since DSM-IV 

Sub-clinical PTSD 

Diagnosis of posttraumatic stress symptoms has expanded further with research of a 

sub-clinical syndrome or 'partial PTSD' (Cartier & Gersons, 1995; Davidson & Faa, 

1991; Foy, 1992; Stein eta!., 1997; Taylor & Koch, 1995; Weiss eta!., 1992). 

Recogrution of th1s symptom pattern first occurred when Kulka and colleagues (1988) 

described individuals who d1d not meet the diagnostic critena for either PTSD or ASD 

but were still exhibiting evidence of clinically sigruficant impamnent and / or distress. 

Other research has also referred to such a symptom pattern (e.g., Blanchard, H1ckling, 

Taylor, Laos, & Gerardi, 1994b; Fay, 1992; Schuetzwohl & Maerckcr, 1999; Stem et a!., 

1997). 
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Partial PTSD has been defined tn many different ways but the general notiOn has been 

that the person exhtblts sub-syndromal symptoms (Stetn et al., 1997). Some research 

has considered partictpants to have sub-clinical PTSD tf they meet only one of cntenon 

B, C or D (Cartier & Gersons, 1995). Others have requtred that symptoms 10 critenon B 

be met and that only a few symptoms are not met 10 cntena C and D (Stein eta!., 1997). 

Still others have required that cntenon B ts met tn addition to etther cntenon C or D 

(Blanchard et a!., 1994b). Research has mdicated that tnclivtduals w1th partial PTSD 

typically report suffictent re-expenencmg and hyperarousal symptoms to meet the 

diagnostic critena but do not report sufficient avoidance/ numbmg symptoms 

(Blanchard eta!., 1994b). 

Sub-clirucal PTSD was observed to be present in a relatively high percentage of cases 

following the expenence of trauma (Stem et al., 1997). For example, in a sample of 

individuals affected by a plane crash (N=136), 26% developed PTSD, and 44% 

developed parttal PTSD (Carller & Gersons, 1995). It has also been observed followmg 

l'vfV A, with percentages rangmg from 3% 10 a sample of 107 mostly male Nor\veglan 

participants (~hlt, 1988), to 20% of a sample of 188 lVfVA vtctims With multiple injunes 

(J\'1ayou et a!., 1993), to 31% of mostly female rvfV A v1ct1ms in Amenca (Blanchard et 

al., 1997) and 52% of 29 survivors of a bus accident 10 Australia (Watts, 1995). The 

clifferences 10 these modence rates may result from dtfferences 10 diagnostic cntena 

accorcling to when the sample was assessed (pre or post DSM-IV) and from the 

stringency of the definition of sub-clirucal PTSD. There were also differences in 

method w1th some studies usmg self-report measures (e.g., Malt, 1988) and others 

clinical interview (e.g., Cartier & Gersons, 1995). 
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It is important to consider that those individuals with sub-clinical symptoms may 

require a similar level of care to those with full PTSD (Cartier & Gersons, 1995). 

Further research is required into this sub-clinical category and consideration must be 

given to what influences the degree of Impairment. 

Complex PTSD 

Some evidence is emerging that there is a more complex form of PTSD that develops as 

a result of prolonged and repeated traumatisation. Posttraumatic stress symptoms in 

this case take the form of enduring personality change or dysfunction (Hall, 1999; 

Herman, 1992). Research has indicated a strong association between early severe 

physical or sexual abuse and Borderline Personality Disorder. It has been proposed that 

intense trauma at a young age may evoke a chronic PTSD that affects the entire 

personality (Draganic, Lecic-Tosevski, & Calovska-Hertzog, 1997; Hall, 1999). More 

thorough review of this concept is considered beyond the scope of this investigation. 

2.2 Summary 

Many Important changes took place in the conceptualisation of posttraumatic stress 

responses when the DSM-IV was published. Those changes included the addition of 

ASD and a change in the diagnostic cnteria related to the stressor to allow for individual 

vanation in reactions to trauma (APA, 1994; March, 1993; Tomb, 1994) . The diagnosis 

of ASD has been strongly criticised and it IS possible that future definitions of 

posttraumatic stress responses w1ll alter again. Empirical research has also suggested a 

sub-clirucal and a complex form of PTSD that \Varrant further investigation. It IS now 

· I 
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recognised that the impact of the event for the individual determines whether or not the 

event is traumatic rather than particular events being universally considered so . 

.. :\ review of the aetiological theories of posttraumatic stress will be covered in the next 

chapter. It is important to co\·er the development in the literature in relation to the 

aetiology of posttraumatic stress symptoms that now allows for subjective perception. 
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3.1 Overview 

In order to empincally examine in an effective manner the factors that may protect an 

individual from the development of posttraumatic stress symptoms, it is useful to work 

within the parameters of an aetiological model. There are a wide variety of theoretical 

conceptualisations of the aetiology of PTSD including psychoanalytic, cognitive, 

behavioural, cognitive-behavioural and biochemical viewpoints. Thorough reviews of 

1-
i aetiological models have been published (e.g., Saigh & Bremner, 1999; Shalev, 1997; van 

der Kolk et al., 1996). The major points of the most relevant theories and some 

examples of models developed in relation to those theories have been briefly covered in 

this chapter in order to identify a model with which to structure this investigation. In 

consideration of the aim of this research to identify what factors protect an mdividual 

from an adverse response to trauma, an emphasis was placed on theories and models 

that incorporated an explanation as to why some individuals may develop posttraumatic 

stress symptoms '.vhereas others do not, and particularly those that consider subjective 

influences upon psychologtcal outcome. 

3.1.1 Psychodynamic theories 

Most of the psychodynamic theones of PTSD aetiology have focused on faults within 

the affected individual's defence mechanisms. A process called information overload is 

proposed to occur when traumatised mdividuals are unable to reconclle the occurrence 

of the traumatic event with their existing schemata (McGuire, 1990). The emotional 

reactions observed are thought to be the result of discrepancies between internal and 

external information that mottvate defence and control mechanisms. Intrusive 

symptoms result from defensiVe under-control or fatlure, and denial and avoidance are 

considered to be the result of defensive over-control (Horowitz & Kaltetder, 1980). 
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An example of a model incorporating psychodynamic theory is the photographic lens 

and filter model developed by Rahe (1993). This model proposed six steps between a 

person's perception of stressful life events and their possible development of an illness. 

The model was designed to explain stress and coping concepts but the author applied it 

to the development of acute \·ersus chronic PTSD. Figure 1 presents a pictorial 

representation of the stress and coping model. 

Rahe (1993) proposed a stage process with those who remain healthy successfully 

managing stages one, two and four in the process. Step one represents the person's 

perception of recent life events and the thickness of the lines in the figure represent the 

intensity of the experiences. The model proposed that the person's perception can alter 

the intensity of the experience according to prior experience of an event, current soctal 

supports and with regard to b10graphical assets such as income or educaoon .. 

In step two a person employs a variety of psychologtcal defence mechanisms such as 

denial, displacement, repression, reaction formaoon and Isolaoon 1!1 a largely 

unconscious, reflexive manner. As a result, the defences may diffuse the potenoal 

impact of the events on the person's psychophysiology. However, some individuals 

may employ their defence mecharusms so strongly and persistently that they may show 

relative insulation from expected psychophysiOlogical responses. The model suggests 

psychological defences to be helpful in the short-term but maladaptive in the long-term 

(Rahe, 1993). 

34 



'-" 
lJl 

Life 

Events 

Step 1 Step 2 Step3 Step4 

c /. •... , .. ,1 I -+-----1 ... : : :I I j.).•:."· 
-\.----- ···-·1 . . 

~-------;· . ~-~·~----------~ 
--·~·-···-.. --- ·-J ..... : .•. : ... 1-··--·----·---·--1 

Perception Psychological 

Defences 

Psychophysiological Response 

Responses Management 

Figure 1. The stress and coping model of PTSD (Rahe, 1993). 

Step5 Step 6 

Illness Illness 

Behaviour Measure 

~ ~ 



Step three involves the stimulation of psychophysiological responses such as sweating, 

pain or muscle tension, elevated cortisol and blood pressure increases. Step four 

involves the labelling of the psychophysiological responses as symptoms. The person 

may then decide to employ response-management or coping techniques to combat these 

symptoms, for example, relaxation, meditation, exercise, and medication. The model 

proposes that successful coping could absorb some of the psychophysiOlogical impact 

of an event. Step 5 occurs when the person's coping efforts are Insufficient and the 

individuals may seek medical assistance. Step 6 represents a person wtth long-lasting 

symptoms, progressing to the point of disease that seeks medical treatment and is gtven 

a diagnosis that is recorded on a medtcal record (Rahe, 1993). 

The author proposed that individuals who go on to develop acute PTSD differ 

markedly in their processing of early steps in the model compared to those who develop 

chronic PTSD (Rahe, 1993). Those who experience only acute responses are suggested 

to have had enriching previous life expenences, to use psychologtcal defences to a 

moderate degree and demonstrate ample coping capacmes. In comparison, those who 

develop chronic illness often have impovenshed early l.tfe experiences, employ 

psychologtcal defences to an extreme degree and ha"l.·e poor coping skills. Therefore, 

thts model can be used to tdentify factors promoting restlience. 

However, 1n criticism of this model, it ts based on the author's expenence of 

posttraumatic stress symptoms in tndividuals mvolved in combat and not on a broader 

based consideration of other trauma types. The acute responses part of the model is 

particularly based upon the author's observations of mdivtduals mvolved in one event (a 

bombing in a nightclub in Berlin in 1985) and the chrome part on his experience of 

returned prisoners and hostages. There is also a heavy reltance m thts model upon 
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psychological defence mechanisms and a simplistic description of copmg responses as 

mediators bet\veen those who do and do not go on to develop chronic posttraumatic 

stress symptoms. The model is very much based in a medical and psychodynamic 

framework. Empincal research to date appears to favour models that mcorporate 

psychosocial, cogrutive and behavioural perspectives as having more explanatory power. 

3.1.2 Biochemical theories 

Biochemical theories have proposed that chemical alterations occur m the central 

nervous system following exposure to an extremely stressful stimulus. van der Kolk, 

Greenberg, Boyd and Krystal (1985) produced a biochemical model based on the 

neurocherrucal alterations found to occur m animals exposed to inescapable shock. 

They argued that the behavioural consequences of inescapable shock in animals (learned 

helplessness) were sirrular to those shown in humans followmg trauma. They proposed 

that traumatic events may result 10 profound catecholamine depletion that is similar to 

that observed in animals where profound noradrenaline depletion can occur. This is 

proposed to account for symptoms such as loss of motivation and occupational 

mstability. This model also allows for a human equivalent of stress induced analgesia 

seen in animals. It is proposed that a sense of calm 10 the face of trauma related stimuli 

may be associated with the release of endorphins (a morphine-like substance). van der 

Kolk and colleagues (1985) have highlighted striking similarities bet\veen hyper

alertness, anxiety, insomnia, emotional lability and uncontrollable anger, and the almost 

identical symptoms of opiate withdrawal. 

Other biochemical models include the Noradrenergic-alarm model or LC (locus 

coerulus) model (Krysral, 1990). The LC is located in the pons (brain stem) and is 
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involved with the processes of d1scnminauon, fear and memory formation m the llmb1c 

system and cerebral cortex. LC acttvatton when under threat has been documented in 

animals (Krystal, 1990) and humans (P1tman, Orr, Forgue, de J ong, & Cla1born, 1987) . 

Research has mdicated that when the op1ate system is blocked, there is an increase in the 

LC adrenergic output (P1tman, 1989a, 1989b ). Adrenergic output IS also mfluenced by 

the corticotropm-releasing factor, the corttcoster01d released as part of the 

Hypothalamic-Pituitary-Adrenal aXIs stress response (HPA) and the seratonerg1c 

hormones located 1n the raphe nucleus located 1n the pons 1n the bra1n stem (Hartman 

& Burgess, 1993). 

Krystal (1990) proposed that the LC, and 1ts pnmary mnervattons of the limb1c system 

and cerebral cortex, is the trauma centre of the brain. Activauon of this centre can 

occur as a learned response, elic1ting fear behavwurs s1milar to the alarm-like symptoms 

of PTSD (fight or flight and numbing). Incommg and exlstmg mformation may be 

modulated by this system, as the bas1c adaptive function of the LC 1s to balance internal 

and environmental cues in order for the organism to detect and respond to danger. 

This theory suggests that the systems described are altered by trauma and so activate 

when there is little reason for such a response (Hartman & Burgess, 1993). 

A biochemical component of the posttraumatic stress response 1s certamly 

acknowledged but lt cannot explam why there 1s such a divers1ty of psychologiCal 

responses to trauma. The models descnbed above do not explain why some ind1viduals 

might display a resilient response to trauma. 
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3.1.3 Cognitive theories 

CognitiVe processing models (as ouilined by Creamer, 1993; Foa et al., 1989; Horowitz, 

1976, 1986) have proposed that Individuals enter situations \VIth pre-existing schemata 

(as defined by Beck, 1970). These schemata contain informacion about the individual's 

past expenence, beliefs, assumptions and expectations regardmg future events. 

CognitiVe theory proposes that new Informacion Js generally processed accordmg to 

how it matches with these schemata. A traumatic experience ts said to promote the 

formation of a memory network that is not compatible with existing views of the world 

and the self (Creamer, 1993). Horowitz (1986) suggested that the new informacion 

involved in the traumatic experience would remam in active memory until it can be 

assimilated with existing schemata. One aspect of the theory is that individuals with 

exaggerated pre-existing schemata of danger and personal incompetence will experience 

more severe posttraumatic stress responses, as the experience will reinforce their 

dysfunctional views. In comparison, those with less rigid schemata who are able to see 

the world as sometimes dangerous and themselves as sometimes incompetent will have 

less difficulty assimilating the experience (Creamer, 1993). 

An example of a model based on cognitive theory includes Peterson and Seligman's 

(1983) application of learned helplessness to explain why some people exposed to 

traumatic events become numb and passn:e. They proposed that the uncontrollabilit:y 

of the onset and cessation of viccirmsation has effects on subsequent cognitions and 

behaviours. This model incorporated the idea that feelings of helplessness and loss of 

control would result in poor self-esteem and depression. Negative attributions about 

the self as an explanation for the event were proposed to lead to poor self-esteem 

(Peterson & Seligman, 1983). 
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However, this model is not considered to be able to account for the entire clirucal 

picture observed 1n posttraumatic stress disorders. It may account for feelings of 

numbness, passivity and poor self-esteem but not the h1gh degree of generalised fear 

and the re-expenenctng of the traumatic event through intrusive thoughts, Images, 

flashbacks and rughtmares (Foa et al., 1989). 

In companson, Janoff-Bulman (1979) proposed several ideas as to how the three 

symptom clusters of PTSD are related to the Individual's attempts to repair the damage 

done to three core beliefs; that life is reasonably fair, that the world is safe and that there 

is a place for the person in it. flashbacks \vere said to facilitate repetitive re

examination of the experience so that survival tactics could be learned. Distortions of 

perception are less likely to persist and fairness and security are more likely to be 

restored. Avoidance keeps the number of replays manageable which facilitates the 

assimilation of newly learned impressions. Hyperarousal maintains alertness to the 

possibility of further trauma and supplies the adrenaline to fuel the repair work that 

needs to be done. Grief, depression, amuety, gwlt and anger often accompany this 

process. Janoff-Bulman (1992) proposed that most individuals are able to repair their 

shattered beliefs but when an ind!vidual is not able to do so, the memory-processing 

pathways in the brain become jammed which can lead to chronic distress. 

An alternative cognitive model developed by Horowitz (1976, 1986) proposed the Idea 

that intrusive and d!stressing cognitions and corresponding avoidance of cognitions 

were significant in the aetiology of PTSD. Intrusive cognitions were said to act as an 

intervening variable between the event and symptoms and have the potential to lead to 

avoidant behaviour, disturbed arousal and disordered affect. Indeed, research has noted 

a strong link between the intrusion subscale of the Impact of Event Scale (Horowitz, 
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\'Vilner, & Alvarez, 1979) and the onset of symptoms. The avoidance subscale was 

reported to have no direct relationship with the onset of symptoms and avoidance was 

suggested tO be a defensive strategy to contain the distress generated by the re-

experiencing of the event (i\IcFarlane, 1992). Spurrell and McFarlane (1995) 

investigated the roles of intrusive and avoidant symptoms and noted relationships 

between intrusion, anxiety and somatic symptoms and between avoidance and 

depression. 

A further example of a cognitive model was that developed by Ehlers and Clark (2000). 

This model proposed that persistence of posttraumatic stress symptoms might be 

related to the perception of continued threat. This perception was described as resulting 

from negative appraisals of the trauma and its consequences and disturbance in memory 

structures coupled with cognitive and behavioural strategies that prevent adequate 

processing (Ehlers & Clark, 2000). Tills model has positive elements including its 

proposal that individual differences in the appraisal of the event and its consequences, 

consequent emotional responses, the nature of the memory of the event and its 

activation may account for why some individuals develop symptoms whereas others do 

not. It also includes brief consideration of how characteristics of the event, previous 

experiences and beliefs may Influence an Individual's reaction but it does not consider 

these factors in any detail. 

Another very influential cognitive model was the stress and coping two-stage paradigm 

developed by Folkman and Lazarus (1980, 1988). This model was developed in relation 

to coping strategies and has been applied to trauma responses (e.g., Blake, Cook & 

Keane, 1992; Shriner, 1999). It proposed that an mdividual copes with a situation by 

making an assessment of the situation (primary appraisal) and the personal resources 
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required to deal with it (secondary appraisal). The resultant cognitions and behaviours 

may then fulfil one of two functions; firstly, a problem-focused function of channelling 

resources to solve the stress creating problem and, secondly, an emotion-focused 

function which eases dtstress by means of cognitive activity such as wtshful thinking, 

rationalisation or distanctng (Folkman & Lazarus, 1980). More attention was given to 

the coping strategies suggested by this model rather than the appratsal aspect of the 

model. 

Overall, the cogrutive theones have some explanatory power and may account for some 

factors related to resilience but they do not take into account other variables that 

research has indicated may influence why some individuals develop worse reacrrons to 

trauma than others (e.g., psychosocial factors such as levels of social support, or 

premorbtd personality charactenstics and psychiatric history). 

3.1.4 Behavioural (or learning) theories 

This type of theory has considered the development of PTSD symptoms as parallel to 

the acqlllsition of classically conditiOned physiOlogical and behavioural fear responses in 

animals (Keane, Fairbank, Caddell, Zimmerling, & Bender, 1985). Learrung theory has 

been proposed by several researchers to explatn the deYclopment of posttraumatic stress 

symptoms through classical and Instrumental conditiorung (Becker, Skinner, Abel, 

Axelrod, & Cichon, 1984; Keane, Ztmmerling, & Caddell, 1985; Pttman, 1989a, 1989b). 

It proposed that a traumatic event acts as an unconditioned aversive stimulus (VCS) that 

refleXIvely elicits extreme levels of automatic dtstress 1n the tndtvidual. As a result, 

previously neutral stimuli that accomparued the occurrence of the traumatic event may 

no\v serve as conditioned stimuli (CS) capable of elicltlng high levels of psychological 
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and physiological distress (Chemtob, Roitblat, Hamada, Carlson, & Twentyman, 1988; 

Foa et al., 1989; :tvlcGuire, 1990). Through this process many previously neutral words, 

images and thoughts may acquire the capacity to provoke intense anxiety (Foa et al., 

1989). 

The number of CS increases as stimuli that are similar to the CS also gam anxiety

provoking properties through the process of generalisatton. Escape and avoidance of 

the CS (through such processes as denial, psychic numbing and repressiOn) are 

reinforced by arousal reduction and the person is likely to attempt to avoid exposure to 

conditioned cues in the future (Chemtob et al., 1988; Foa et al., 1989; McGuire, 1990). 

A number of criticisms of the application of learning theory to trauma responses have 

been made. Foa and colleagues (1989) suggested that learning theory can account for 

the acqwsition and maintenance of fear and avoidance of prevtously neutral stimuli, and 

can pardy explam why people with PTSD exhibit strong generalisation of fear. 

However, they suggested that this theory cannot adequately explam the intensity and 

complexity of the response or the fact that the event itself does not necessanly predict 

the development of posttraumatic stress symptoms. They proposed that learrung theory 

does not adequately account for re-experiencmg symptoms and particularly rughtmares 

about the traumatic expenence. There has also been a lack of empirical evidence to 

substantiate the application of the theory. Indeed, some laboratory evidence contradicts 

it. For example, it is a proposition of learrung theory that avoidance behaviour IS 

motivated by fear but evidence for the presence of fear has not always been observed 

and at other times has been absent (Solomon & Wynne, 1954). Further, learrung theory 

cannot easily explain resilient responses, particularly those that develop following a 

time-limited period of intense distress. 
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Ir Ins lx:cn suggesrt:cl rh:u theories rh:u in\'(Jin: the incli,·iclual nukin)! some :m:dysis of 

rht: rnc1ning of tht: e\·ent h:l\·e more p()wer in t:xpbining rhe posttr:wmaric stress 

di~nrdcrs (Foa et al., I!J8 1J). This suggestion is ct:rrainlr in line wirh rhe curn.:nr 

concepttulisation of PTSD in the DS:.!-1\' (l!J!J.I). 

3.1.5 Cognitive-behaviour.?/ theories 

Cogniti,·e-beha,·ioural theories im·oh·e a combination of the learning and cognttlve 

perspccuYes described aboYe. For example, a model based on cognitive-behavioural 

theory was the emotional information-processing model developed by Faa and Kozak 

(1986) b::~sed on the work of Lang (1977, 1985). ·n1is model proposed that a traumatic 

experience results in the formation of a powerful memory network which includes three 

types of information, firstly, stimulus information about the experience; secondly, 

cognitiYe, affectiYe, physiological and bcha,·ioural responses; and thirdly, interpretive 

information about the meaning of the stimulus and response clements of the strucrure. 

The theory proposed that this memory network is highly skewed towards threat because 

of the context in which it was laid down and so it is basically a program for escape or 

avoidance behaviour (Foa & Kozak, 1986). 

The model proposed that in order for this memory strucrure to be challenged, it must 

be acti,·ated and ne\v, contradictory information introduced. This new information 

must then be incorporated into the memory strucrure in order for emotional change to 

occur (Foa et al., 1989). 
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:\n extension of this model is that of Foy (1992; Foy, Osato, Houskamp, & Neumann, 

1992) who proposed an intcraction:ll model that included both environmental and 

individual factors . The model proposed that indi,·iduals arc placed at risk for PTSD 

,,·hen exposure to a traumatic event occurs. An immediate conditioned emotional 

response is hypothesised as the causal link leading to acute distress (i.e., their affective, 

cognitive and behavioural responses to the event) . B10logical, psychological and social 

domains influence whether PTSD subsequently develops. 

It is proposed by the authors that this model can account for the failure of PTSD to 

develop in some individuals following extreme stress through the activation of 

mediating variables (Fay, 1992). The model mdicated that mediating variables interact 

with the event through several possible routes to either place the individual at greater 

risk of developing PTSD by functioning as a ·vulnerability factor (e.g., history of trauma 

exposure, history of psychological disorders, low levels of support) or reduced risk by 

acting as a protective factor (e.g., high levels of support). Variables that may 

independently result in distress are seen as exerting an influence in an additive fashion, 

whereas other variables may interact with the event to heighten the reaction over and 

above additive distress (Foy, 1992). Figure 2 presents a pictorial representation of this 

model. 
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Figure 2. The conceptual model of PTSD (Foy et al., 1992). 

This model certainly has the capacity to explam the diversity of psychological responses 

to trauma as it includes both factors unique to the individual and variables within their 

environment that may reduce or heighten their vulnerability. However, it does not 

include consideration of the characteristics of the stimulus Itself as influential in the 

development of an adverse response. It also does not provide for explanation of the 

complexity of the posttraumatic stress responses and why some Individuals experience 

prominent dissociative symptoms, and others prominent avoidance or arousal 

symptoms. 

3.1.6 Psychosocial theory 

Psychosocial theory has suggested that factors present prior to the traumatic event and 

in the aftermath of it may act as risk factors for the development of PTSD (Green & 

Lindy, 1994). A model that incorporated psychosocial factors was developed by Green, 
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\'V'ilson and Lindy (1985). This model proposed that exposure to a traumatic event leads 

to psychological processing of the event which takes place in the context of two sets of 

factors, those the individual brings with them and those in the recovery environment. 

Personal characteristics that were included in the model were such factors as past 

history of trauma, past psychological problems, and copmg and defence styles (Green et 

al., 1985). Factors present in the recovery environment that were suggested to influence 

the psychological processing of the event included the community response to the 

event, the strength and availability of the individuals' social networks and the socio

economic and cultural context. The model proposed that these factors influence 

whether an mclividual Is able to successfully process the eYent and recover from it 

(Green & Lindy, 1994; Green et al., 1985). 

Research of the effects of past history of trauma (e.g., Dougall, Herberman, Delahanty, 

Inslicht, & Baum, 2000; Trautman et al., 2002), premorbid personality characteristics 

(e.g., Tsuang, Boor, & Fleming, 1985), premorbid psychiatnc conditions (e.g., Blanchard 

et al., 1994b; Davis & Breslau, 1994; Green, Grace, Lindy, Gieser & Leonard, 1990; 

Mayou, 1992; ~kFarlane, 1989; Noms, Matthews, & Riad, 2000), and copmg styles 

(Dougall, Ursano, Posluszny, Fullerton, & Baum, 2001; Endler & Parker, 1990; 

Folkman & Lazarus, 1985; Solomon, lYiikilincer, & Waysman, 1991) has Indicated that 

these factors have an important influence on the likelihood of the development of 

posttraumatic stress symptoms. Research has also indicated that the community 

response to the event, the socio-economic and cultural context (e.g., Ager, 2002; Toole, 

2002) and the strength of mclividual social netv..·orks (e.g., Cook & Bickman, 1990; 

Gibbs, 1989; Hobfoll, 1989; Holeva, Tarrier, & Wells, 2001) influence posttraumatic 

stress response. 
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However, it has been suggested that these factors alone can only account for some of 

the variance observed in the diagnosis of PTSD follo\ving a traumatic event (Green, 

Grace et al., 1990). Other models that also consider the type of psychological 

processing rather than just the context within which it occurs may have better 

explanatory power. 

3.1. 7 kiodels with combined theoretical elements 

Two factor model (Everly, 1993) 

Everly (1993) proposed a process model of PTSD that included interpretation of the 

event and numbmg, avoidance and \Vithdrawal symptomatology. He proposed two 

factors to be at the phenomenological core of posttraumatic stress, one biological and 

one psychological, and suggested that these could lead to Axis I, II or III disorders. 

Figure 3 presents tlus model in pictorial form. 
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Figure 3. The 1:\vo factor model of PTSD (Everly, 1993). 

Intrusive recollective 
Ideation 

Axis III 
Psychophysiological 

Disorders 

Factor one was called neurologic hypersensitivity and it was proposed that the core 

physiology of PTSD is the phystology of arousal of the central nervous system, the 

autonomic nervous system and vanous neuroendocnne effector mechanisms. The 

author of the model suggested that the mdividual becomes neurologically sensitised and 

has a lowered functional threshold for neurologic excttation. Figure 4 presents the 

neurobiological aspect of this model. 
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Figure 4. The neurobiological component of the t\VO factor model of PTSD (Everly, 

1993). 

Factor two was called psychological hypersensitivity and referred to intrusive 

recollection tdeation about a traumatic event and disruption of ideas about safety. This 

idea was based on the propos1tion made by Horowitz (1976) that humans engage in an 

endless process of reviewing and analystng the traumauc experience until some sense 

can be made of 1t. The author proposed that effective treatment must involve the 

creation of a perception that the world 1s again safe. 

Overall, this model has some positive elements such as the inclusion of the individual's 

interpretation of the event and recogrution that a traumatic event may result tn a wide 

variety of clinical problems. However, lt does not have strong explanatory power, as 1t 

does not specify how the psychological and neurobtologtcal changes occur and why they 
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may occur in some mdlViduals and not others. It does not deal w1th how these two 

facrors lead to the specific symptom pattern observed in PTSD. 

Integrative model (Joseph, Williams et al., 1995) 

An integrative model developed by Joseph, \'V'Illiams and colleagues (1 99 5) mcorporated 

aspects of a vanety of the theoretical perspectives previously described mcluding 

cognitive, cognitive-behavioural and psychosocial perspectives. It was particularly based 

on the research on appraisal of the event and how appraisals may challenge basic 

assumptions (Horowitz, 1976, 1986), the emotional processing of fear (Foa & Kozak, 

1986; Foa et al., 1989), on factors that mfluence emotional processmg (Rachman, 1980), 

and on stress and coping (Folkman & Lazarus, 1905, 1988; Folkman, Lazarus, Dunkel

Schnetter, DeLangis, & Gruen, 1986; Lazarus & Folkman, 1984). 

This model was developed on the bas1s of the results of multiple empirical studies 

evaluating the reactions of survnrors of two ship sinkings (e.g., Joseph, Andrews, 

Williams, & Yule, 1992; Joseph, Brewm, Yule, & Williams, 1991; Joseph, Hodgkinson, 

Yule, & \'V'illiams, 1993; Joseph, Yule, & Williams, 1995; Williams, Hodgkinson, Joseph, 

& Yule, 1995). The model was developed in an attempt to describe the processes 

involved in posttraumatic stress reactions and to provide some explanation for why 

distress may be short-lived in some mdlvtduals but prolonged in others. The 

components of the model included stimulus factors, appraisal factors, personality 

factors, emotional state factors, and activity factors. Figure 5 presents a pictorial 

representation of this model. 
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The authors proposed that a traumatic event results in peritraumatic cognitive and 

sensory perceptions that are not easily processed and that produce extreme emotional 

arousal. Representations of these peritraumatic perceptions (called event cognitions) are 

then held in memory, as they are not easily assimilated with the individual's current 

beliefs about the \Vorld Qoseph, \v"illiams et al., 1995). These representations then form 

the basis for the intrusive re-experiencing symptoms noted as part of the posttraumatic 

stress disorders. It was proposed that the parts of the event that are re-experienced 

represent those aspects that were found most stressful by that individual. Thus, re

experiencing is influenced by individual factors such as personality Qoseph, Williams et 

al., 1995). 

These images form the subject of appraisals and reappraisals (thoughts about the 

images) and the type of appraisal is further influenced by personality factors. The event 

cognitions and automatic thoughts are proposed to result in strong emotional states (the 

examples of fear, panic, grief, guilt and shame were provided) that are then appratsed 

which is also influenced by personality Qoseph, Williams et al., 1995). As a result of 

appraisal, emotional states trigger further emotional states. These processes trigger 

copmg strategies that might include avoidance of thoughts, behaviours and emotions 

associated with the event. The copmg strategtes that are utllised may explatn other 

posttraumatic stress symptoms, for example the model suggested that successful 

avoidance may be observed as emotional numbing and dissociation. Thts continuous 

process of intrusive thinkmg, appraisal, emotional responses, reappraisal of emotional 

response and coping responses (called emotional processing) continues until the event 

can be assimilated into the mdividual's tnternal world Qoseph, Williams et al., 1995). 
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In summary, as explained by the integrative model, the symptoms of the posttraumatic 

stress disorders arc the observable product of the emotional processing of the 

experience including thoughts about the event that might have an intrusive quality, 

consequential emotional states and coping strategies. Individual variation in response 

was proposed to result from a complex interaction between the components that may 

contribute to the processing of the event at different points in time and individual 

differences in personality and coping styles Ooseph, \\'illiams et al., 1995). 

3.2 Summary 

Although psychodynarruc theories have been popular 111 the past, other 

conceptualisations are now favoured as they have better clinical utility. The processes 

incorporated in biochemical theones certainly may explain part of posttraumatic stress 

responses but they do not allow for explanation of hO\V subjective expenence may 

influence trauma outcomes. Although both cogrutive and behavioural theories are able 

to explain some elements of the posttraumatic stress disorders, separately they do not 

appear to be able to explain the entire symptom picture. Cognitive-behavioural and 

psychosocial theories appear to have greater capacity to explain why some individuals 

develop symptoms whereas others do not. To provide structure to the mvestigation, it 

was decided to apply the mtegrative model of Joseph, Williams and colleagues (1995). 

This model incorporates the strengths of both cogrutive-behavioural and psychosocial 

perspectives, has been proposed to account for individual differences in responses to 

traumatic events, and its components are directly testable. This model1s preferred as it 

allows thorough examination of multiple vanables that might act as protective factors 

from an adverse response to trauma. The followmg chapters will contain a senes of 

studies of the appraisal factors, stimulus factors, emotional state factors, personality 
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factors, and activity factors involved in the model. As an introduction to these studies, 

the next chapter \vill contain a description of the sample and an analysis of demographic 

differences. 
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4.1 Introduction 

The current study a1med to prov1de a description of the sample mvolved m the 

following studies and to make compansons between trauma types and d1agnosuc groups 

on demographic vanables and psychiatric symptoms. The chapter has mcluded an 

overview of the literature on demographic differences that have been previously noted 

across different types of traumatic events and across diagnostic groups. Consideration 

was also given to posttraumatic stress and comorbid symptomatology and the influence 

of prior medical history. Further, the a1m was to determme 1f these demographic 

variables contributed to resiliency. 

4.1.1 Demographic differences across event types 

Sex differences 

The literature exammmg sex differences across the two event types mvolved in this 

research (MV A and assault) was considered. Sex has been suggested to be a factor that 

increases the likelihood of an individual expenencing a J\tiVA w1th research indicating 

male dnvers to be more likely to experience IYIVAs (Norris, 1992; Norris et al., 2000). 

Lifetime prevalence rates for exposure to a .MV A have been reported at 25% for men 

and 13°1o for women (I(essler et al., 1995). However, Massie, Campbell and Williams 

(1995) reported men to be 55% more likely to be in·.rolved in a fatal.LviV A than women 

whereas women have been reported to have a 26% (lvfass1e et a!., 1995) to 34% 

(Drummond & Yeo, 1992) higher rate of involvement in non-fatal .LvfVAs than men. 

Nevertheless, when the effect of average annual mileage was considered, men were 

reported to have a cons1stendy higher nsk of crash involvement per mile dnven than 

women for all combinations of crash severity (lviassie, Green, & Campbell, 1997). 

57 



Australian Bureau of Statistics data on police records of crime indicated males arc more 

likely to be the victim of homicide, assault, robbery, blackmail/ extortion, unla\vful entry 

with intent, motor vehicle theft, and other theft (ABS, 2002a). The data has consistently 

indicated that males are more likely to experience a physical assault than females (ABS, 

1997, 2002a). 

In summary, the research in relation to assault and .MV A has indicated that males appear 

more likely than females to be involved in physical altercations that end in assault and to 

experience serious lvfVi\s. Although females may expenence more minor lvfV As, it 

would appear that when considering which sex is more likely to experience a physical 

assault or serious lvfV A, female sex could be considered to be protective. 

Age differences 

Age differences across event types were also considered. Age differences in :NfV A 

prevalence have been well documented with young males having the highest frequency 

of being involved in a lvfV A (Noms et al., 2000). One study reported younger adults to 

be twice as likely to have an accident as older adults (Norris et al., 2000). 

Research also indicated that assault victims tend to be in the younger age bracket. For 

example, the International Crime Victims Survey (AIC, 2001) indicated that assault 

victims tended to be young, never married and those tending to go out in the everungs 

for entertainment. Statistics calculated using the Crime Analysis System by the 

Department of Police and Public Safety (DPPS) in May 2002 indicated victims of assault 

in Tasmania tended to be in the 15-24 year old age group (with rates steadily decreasing 
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into the 25-34, 35-44, and 45-54 year age groups) (Crimestoppers, 2002). Research has 

demonstrated that younger individuals (19.1 %) were significantly more likely to 

cxpenence an assault than middle-aged (16.8%) or older individuals (8.6%) (Noms, 

1992). 

This research suggested that younger individuals are more likely to experience a 

traumatic event than older mdtviduals and so it could be proposed that being older 

might be a protective factor. 

4.1.2 Demographic differences across posttraumatic stress response 

Sex differences 

Consideration was firstly given to sex differences tn responses to trauma. Men and 

women appeared equally as likely to be affected by traumatic events when considering a 

broad range of psychopathology (Freedy et al., 1992). In the National Survey of Mental 

Health and Wellbeing (S:NIH\'lfB) in 10600 adults conducted 1n 1997 in Australia (ABS, 

1998), it was evident that women had a higher rate of anxiety disorders than men (16% 

of the female sample). In comparison, young men had the highest rate of substance 

abuse disorders. 

\'{!hen specifically considering the posttraumatic stress disorders, sex differences in the 

prevalence of posttraumatic stress symptoms have been noted with reports of lifetime 

rates of 5% in men and 10% in women (Kessler et al., 1995). Overall, men have been 

reported to be more likely to be exposed to a traumatic event (Amir & Sol, 1999; Purves 

& Erwin, 2002) whereas women have been reported to be more likely to develop PTSD 

(Breslau et al., 1991; Bryant & Harvey, 2003; Norris, 1992; Purves & Erwin, 2002; Titus, 
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Dennis, White, Scott, & Funk, 2003). Women also appear more likely to report 

symptoms at an earlier stage (Dougall, Ursano eta!., 2001) and to have symptoms that 

persist for longer than male participant groups (Riggs et a!., 1995). This may be a 

function of the fact that women tend to report emotional disturbance more frequently 

than men (as discussed in Classen et a!., 1998; Gibbs, 1989; Solomon, Smith, & Robins 

1987; Tucker, Pfefferbaum, Nixon, & Dickson, 2000) and are usually diagnosed with 

PTSD and depression more frequently than men (Green, Grace et al., 1990; Green & 

Lindy, 1994). 

It has been suggested that women present with more emotional complaints whereas 

men present with problem-producing behaviours (Freedy et al., 1992; Gibbs, 1989). 

This has been supported empirically with the observation that men appear more likely 

to report abuse of alcohol, somatic complaints, or symptoms associated with hostility or 

acting out (Solomon et al., 1987) rather than posttraumatic stress symptoms specifically. 

It is possible that men engage in the described behaviours in response to symptoms. 

Men and women may also label the same symptoms differently. For example, women 

may perceive substance abuse to be an emotional problem whereas men m1ght consider 

it a behavioural problem (Allen et al., 1998). The different presentation between the 

sexes followmg a traumatlc experience may be influenced by the fact that men have 

been reported to be less likely than women to consult any kind of health professional 

(ABS, 2002b) especially to seek psychological help (K.aukinen, 2002). 

In summary, the literature has suggested that there are sex differences in presentation 

following a traumatic experience. It appears that women are more likely to report 

emotional disturbance and to meet the diagnostic criteria for the posttraumatic stress 

disorders and men more likely to report behavioural change rather than emotional 
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disturbance following a traumatic event. Being male appears protective when 

considering the degree of adverse posttraumatic stress response. 

Age Differences 

Age has also been identified as an influential variable in the prevalence of posttraumatic 

stress symptoms but research has been conflicting. One study reported middle-aged 

survivors to be more likely to expenence adverse effects than younger or older persons 

(Green & Lindy, 1994). However, the Si\:!H\'\TB (ABS, 1998) mdicated that 

psychological disorders related to anxiety were more prevalent m younger individuals. 

Another study reported young people to have the highest rates of PTSD (Norris, 1992). 

However, these statistics may be attributed to a significantly higher percentage of 

younger persons expenencing traumatic events such as sexual assault (6.6% versus 4.5% 

in middle-aged and 1.9% in older persons) and physical assault (19.1% versus 16.8% in 

middle-aged and 8.6% in older persons) (Norris, 1992). 

In summary, It was noted that there IS some disparity In the results with reference to age 

with different levels of symptoms across age perhaps being mfluenced by the prevalence 

of the expenence of traumauc events. It would appear that although younger 

individuals are more likely to be exposed to a traumatic event, age does not influence 

whether an md1vidual experiences an adverse response. \'V'hen considering diagnostic 

outcome, different ages do not appear to have particular protective value. 

4.1.3 Premorbid personality and medical history as risk factors for PTSD 

Other characteristics that have been reported to influence trauma outcomes have 

included the personality and medical history of the individual. The current research in 
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relation to these will be covered here. 

In general, individuals \Vith certain personality characteristics and psychopathology have 

been identified as being more at risk for experiencing traumatic events. For example, 

low frustration tolerance, immaturity, personality disorder, and paranoid conditions may 

lead individuals into situations where traumatic experiences are more likely to occur 

(fsuang et al., 1985) . Research has identified that personality characteristics such as 

impatience, aggression and inattentiveness can render an individual more likely to 

experience a :CVIV A (e.g., Karl berg, Unden, Elofsson, & Krakau, 1998; Magna vita et al., 

1997; l\htsuoka, 1997). Such individuals have been described as being 'accident prone' 

(Matsuoka, 1997). It has been reported that individuals with a pre-existing psychiatnc 

diagnosis such as schizophrenia, mood disorder, or anxiety disorder, or a history of 

alcohol or drug abuse are more likely to develop PTSD following exposure to a 

traumatic event (Blanchard, Hickling, Taylor et al., 1996; Blanchard et al., 1994b; Breslau 

et al., 1991; Davis & Breslau, 1994; Mayou, 1992; McFarlane, 1989; 2000b; Norris et al., 

2000; Smith et al., 1990). 

One study of 46 survivors of a Jet plane crash indicated premorb1d psychiatric disorder 

to predict post-diaster psychopathology with a sensitivity of 72% and a specificity of 

90% (Smith et al., 1990). Blanchard and colleagues (1994b) reported that significantly 

more individuals who had expenenced a l\tfV A and met the diagnostic cntena for PTSD 

had suffered a previous major depressive ep1sode prior to the traumatlc event than 

those who had sub-clinical symptoms or no symptoms. Another study observed that 

the rate of PTSD was substantially higher when depression was present prior to the 

traumatic experience and the event was considered to include perceived life threat, 

actual injury or completed rape (termed high cnme stress) (Resnick et a!., 1992). It has 
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been proposed that this occurs as the pre-ex1sting psychiamc d1sorder renders the 

individual less able to effectively process the experience and make efforts to cope in the 

immediate penod after the event (McFarlane, 2000b). 

In consideration of the individual's broader medJcal history, it has been identJfied that 

J'YIV As are more common for people w1th medical conditions such as card1ac disorders, 

epilepsy and diabetes (Blanchard et al., 1994b; Davis & Breslau, 1994; Mayou, 1992; 

Norns et al., 2000). 

In summary, the literature has suggested that those who have a pre-existing psychiatric 

condition are more vulnerable to the development of posttraumatic stress symptoms 

when facing a traumatic experience. A lack of prior psychiatric history appears to be 

protectJve. 

4.2 The current study 

The aim of the current study was to evaluate any demographic differences across the 

sample involved in the following series of studies across two trauma types and four 

diagnosuc groups givmg cons1derat1on to protecuve factors. Trauma related 

symptomatology was also examined across the diagnostic groups to provide a 

description of the types of symptoms expenenced by this sample. This chapter also 

provided an overview of the general procedure utilised. A number of hypotheses were 

made. 

As it was evident from the literature that males are more likely to expenence a physical 

assault, it was expected that more males would form part of this group. The literature 

on sex differences in the experience of an :tYIVA 1s more complex. The research 
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suggested that women are more likely to be involved in non-fatall\{V As and this sample 

involved predominantly first year psychology students who tend to be female. It was 

anticipated that individuals who had experienced .1\N As mvolving fatalities might be less 

inclined to participate in research than those who experienced less objectively severe 

i'vN As, therefore, it was expected that there might be more females 1n the i'vN A group. 

It has been reported that females are more likely to report posttraumatic stress 

symptoms and, although women might be more likely to experience less severe lYN As, 

they might be more likely to perceive them as stressful. It was anticipated on that basis 

that female participants would be more likely to meet the dtagnostic cntena for one of 

the posttraumatic stress disorders than male participants. 

The research indicated younger indtviduals to be more likely to be involved in a 

traumatic experience, and to report posttraumatic stress symptoms. It was hypothesised 

on this basis that younger participants might be more likely to meet the diagnostic 

criteria for one of the posttraumatic stress disorders than older participants. It was 

hypothesised that no dtfference between the Assault and .MVA groups 1n current age 

would be observed, but that participants would tend to be m a younger age bracket. 

The research suggested that pnor psychiatnc history 1s a risk factor for the de\·elopment 

of PTSD. It was hypothesised on this basis that more individuals m the PTSD group 

would report previous psychiatric difficulties. It was anticipated that there would be no 

difference between the Assault and i'vN A groups according to their medical history. 

As participants were allocated to the diagnostic groups (PTSD, ASD, Sub-Clirucal) on 

the basis of whether their symptoms met the DSM-IV (APA, 1994) dtagnostic criteria it 

was expected that these groups would exhibit higher levels of current symptomatology 
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than the No symptoms group. As ASD was characterised by early resolution of 

symptoms, it was expected that the level of current symptomatology reported by this 

group would be 10\ver than that reported by the PTSD and Sub-Clinical groups. It was 

expected that the Sub-Clinical group \Vould report lower levels of current symptoms 

than the PTSD group. 

4.3 Method 

4.3.1 Participants 

Sixty-seven individuals participated in the current study. SelectiOn was on the basis of 

the experience of a Ivtv A or physical assault that met the DSM-IV stressor criterion. 

Participants were recruited from private psychological clirucal practice, newspaper 

advertisement and from the undergraduate population at the University of Tasmania. 

Those who were university students (87% of the sample) were rewarded with four hours 

of course research credit. A large pool (N = 500) of uruversity students was screened 

for posttraumatic stress symptomatology in response to IvtvAs and physical assaults. 

Individuals were then asked to partlctpate on the basts of their level of symptoms. 

Individuals who reported head injury or loss of consciousness dunng the event were 

excluded, as adequate recollection of the event was considered crucial to the 

methodology. Participants were specifically asked whether a period of unconsciousness 

had been experienced. It was explained to the participants that they could withdraw 

from the research at any time without penalty. This approach is an ethical requirement 

and is particularly important in trauma studies. Research has indicated that where the 

participant felt control over the iruuauon and cessation of their Involvement, they would 

generally derive a positive benefit from the experience (Ruzek & Zatzick, 2000). 
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Participants (N = 67) ranged in age from 18 to 65 years and there were 22 males and 45 

females in the sample. Participants were divided into two types of groupings. Firstly, 

participants were divided on the basis of whether they had experienced a .MV A (n = 44) 

or a physical assault (n = 23). Secondly, group distinction was made on the basis of 

whether they met the diagnostic criteria for PTSD (n = 19) or ASD (n = 13), or 

whether they had sub-clinical symptoms (n = 17), or had no symptoms (n = 18). Table 

1 presents the percentages across these two types of group. 

Table 1. 

Percentages of the total sample ~ = 67) across diagnosis and event rype. 

Event Type 

Diagnostic group MVA Assault 

PTSD 47.37 52.63 

ASD 53.85 46.15 

Sub-Clinical 82.35 17.65 

No Symptoms 77.78 22.22 

4.3.2 .Niaterials 

All questionnaires used in Study 1 have been presented 1n Appendix B. 

Screening and diagnosis 

The author devised the screerung questionnaire and 1t mcluded questions about the 

number of :tviV As or physical assaults experienced in the mdividual's lifeume and their 

psychological reactions to such events 1n order for those who had expenenced 
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symptoms to be identified. 

Diagnosis of PTSD was made with the Clinician Administered PTSD Scale- Version 1 

(CAPS-1) (Blake et al., 1998). The CAPS-1 is a general diagnostic instrument by which 

determinations of current and lifetime PTSD status can be made through clinical 

Interview. 

The CAPS-1 interview involves a rating of the frequency and intensity of the seventeen 

DSM-III-R and now the DSM-IV symptoms of PTSD on 5-point Likert scales. 

Behaviourally anchored rating options for both frequency and mtensity are provided to 

aid in making the ratings. A total score is calculated by adding the frequency and 

intensity scores and this can range between 0 and 136. 

There are a variety of rules for endorsement of an item (Blake, 1994; \~' eathers & Litz, 

1994) and there has been debate over which scoring rule may provide optimal diagnostic 

utility. Blanchard and colleagues (1995) made a comparison of three scoring rules; that 

endorsed by Blake and colleagues (1990a) where the frequency plus intensity scores are 

3 or greater for an item to be endorsed, a less conservative rule (frequency plus Intensity 

score IS 2 or greater) and a more conservative rule (frequency plus intensity score Is 4 or 

greater). That study found very little difference in the numbers who met the diagnostic 

criteria for PTSD between the sconng rule of 2 as opposed to the scoring rule of 3. In 

contrast, using the most strmgent rule of 4, 12 of the 39 participants who met the 

diagnostic criteria under the rule of 3 no longer met the cmeria. Sigruficantly more 

psychological distress and impairment in role function was also noted in those who 

continued to meet the diagnostic criteria under this rule than those who no longer did 

so. 
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It was decided to employ the most stringent rule in this research (frequency plus 

intensity is 4 or greater). This rule yields 87% sensitivity, 74% specificity and 81% 

efficiency (\\feathers & Litz, 1994). The lowest possible total severity score under this 

rule is 24. 

Weathers and Litz (1994) made an evaluation of the psychometric properties of the 

CAPS-1 on a sample of 123 Vietnam veterans. The interview was reported to have 

excellent reliability and validity. Test-retest reliability was calculated separately for each 

of three rater pairs based on CAPS-1 severity scores (frequency plus intensity scores). 

Over the three symptom clusters these coefficients ranged from .77 to .96. For the 

CAPS-1 total severity score test-retest reliability ranged from .90 to .98. The internal 

consistency was strong with alpha coefficients ranging from .85 to .87 for the three 

symptom clusters and an alpha coefficient of .94 for all 17 symptoms. The CAPS 

appears to have good cliagnostlc utility as lt has been described as highly predictive of a 

PTSD diagnosis based on the SCID PTSD module. Construct validity tests 

demonstrated that the CAPS-1 was strongly correlated with other measures of PTSD 

such as the lvlississtppi Scale (a = .91), and the PTSD module of the SCID (a = .89). 

Diagnosis of sub-clinical PTSD was also made on the basis of the CAPS-1. One of the 

more stringent methods of diagnosis was chosen for the current research. This method 

involved the participant having to meet cnteria B and the majority of critena C and D 

(Stein et al., 1997). 

Diagnosis of ASD and identification of part!Clpants with no symptoms were made on 

the basis of the diagnostic section of a Post-Accident Clinical Interview [P A CCI] 

developed by Holmes (1997). This section was based on the CAPS-1 format and was 
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developed to identify people Wlth ASD. This interview has been employed in other 

research (e.g., Holmes, Williams, & Hames, 1998a, !998b, 1998c, 2000) and was utilised 

as at the ume the current research began there were no validated mstruments for the 

diagnosis of ASD. By necess1ty, the diagnos1s of ASD was retrospective as only those 

who met critena for ASD followmg the event, but did not go on to meet cmena for 

PTSD, were included. 

Assessment of demographic information 

For the purposes of this research, the PACCI (Holmes, 1997) was modified shghtly in 

order for lt to be applicable to the experience of physical assault. Thus, the PACCI \Vas 

utilised with the l'v1V A group and the modified version, the Post Assault Clinical 

Interview (P ASCI) (\\'ells, 1999) was uulised with the Assault group. This mterview 

covered a variety of subject areas related to the traumatic event through 71 questions. 

The relevant sections of the P ACCI and P ASCI for this study included those about 

demographic informauon and medical history 

Assessment of trauma specific symptomatology 

Posttraumatic stress and comorb1d symptoms \vere assessed with the Trauma Symptom 

Inventory (fSI) (Briere, 1995) and the Impact of Event Scale-Revised (IES-R) (\'V'eiss & 

Marmar, 1997). The TSI 1s a 100 item self-report rating scale that addresses 

posttraumatic stress symptomatology in the 6 months prior to interview. It produces 

scores on ten clinical scales: anx1ous arousal (i\A), depress10n (D), anger/irritability (AI), 

intrusive experiences (IE), defens1ve avoidance (DA), dissociation (DIS), sexual 

concerns (SC), dysfunctional sexual behav10ur (DSB), 1mpaired self-reference (ISR), and 

tension-reduction behaviour (fRB). The level of symptoms is mterpreted accordmg to 
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T scores derived so as to have a mean of 50 and a standard deviation of 10. !\ score of 

65 or above on any of these scales is considered clinically significant. 

The TSI also provides scores on three validity scales, firstly, response level (RL), which 

indicates defensiveness or an attempt to appear symptom free. The TSI manual advises 

that scores above 73 should be considered to invalidate the symptom profile and scores 

between 65 and 73 should result in the profile being interpreted with some caution. 

Secondly, atypical response (A TR) reflects scores on the most bizarre or most 

uncommonly endorsed items on the scale. This scale indicates a wish to appear 

especially disturbed. Scores of 90 and above invalidate the profile and scores between 

70 and 90 should produce caution in interpretation. Inconsistent response (INC) is the 

last validity scale, which indicates whether the participant has endorsed similar items 1n a 

similar manner. High scores mdicatc random endorsement or lack of concentration. 

Scores of 75 and above mvalidate the profile and scores between 65 and 74 should 

produce caution in interpretation. 

These scales have been evaluated for psychometric reliability and validity. \X'hen 

evaluated for internal consistency with Cronbach's alpha, the clirucal scales had a mean 

a coefficient of 0.86 and the validity scales (RL, A TR and INC) had coefficients of 0.80, 

0.75, and 0.51 respectively. Construct, convergent and discriminant validity was tested 

in a normative, a university and a clinical sample and it was found that the TSI scores 

were significantly associated wtth results on other measures of trauma response. 

The Impact of Event Scale-Revtsed (IES-R) (\'\Ieiss & Marmar, 1997) is a 22 item self

report instrument that produces three symptom-related sub-scales (Intrusion, 

Avoidance, and Hyperarousal). The scale has a total possible score of 88 but no clirucal 
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cut-offs have been published. Standardisation involved various samples at vanous t1mes 

(time 1 = 197 participants and 429 participants; time two = 317 partic1pants and 175 

participants). The following estimates of internal consistency were calculated: IntrusiOn 

ranged between IX = 0.87 and IX = 0.92, Avoidance between:( = 0.84 and 'X = 0.86, and 

Hyperarousal between 'J. = 0.1 9 and 'J. = 0.90. Test retest reliability was cons1dered 

good with correlation coefficients of IX = 0.94 (intrusion), IX = 0.89 (avoidance) and IX = 

0.92 (hyperarousal) on a sample of 206 participants. 

4.3.3 Procedure 

Ethics approval was obtained from the University of Tasmania. Participants were 

interviewed in a one to one and a half hour session regarding the traumatic event they 

had experienced in which the CAPS-1 (Blake et al., 1998) and P ACCI or P ASCI were 

completed. 

4.3.4 Design 

This study involved separate one factor between subjects' analyses for the total sample 

(analysis 1); event types (lVfV A/assault) (analysis 2) and diagnostic groups 

(PTSD/A.SD/Sub-Clinical/No Symptoms) (analysis 3) across the demographic 

characteristics and medical history of the sample. A one factor between subjects 

analysis of trauma specific symptomatology across diagnostic group was also conducted. 

4.4 Ftesults 

4.4.1 Overview 

The demographic information will be presented across the total sample, event type and 

71 



diagnostic group. Descriptive statistics were generated and ANOVA, Chi-square and t 

test analyses were conducted. Fisher's Least Significant Difference was utilised for post 

hoc testing as has been used in various studies with similar focuses (e.g., Shalev et al., 

1998). A significance criterion of .05 was adopted excepting where a Bonferroru 

correction was required. The significance criterion in such cases will be reported 1n the 

relevant section. 

4.4.2 Analysis 1- Descriptive statistics across the total sample 

The mean time since the event was 5 years, 2 months, 4 days (SD = 7 years, 4 months 

and 4 days). The mean CAPS-1 score for the PTSD group was 41.44 (SD = 9.64). Of 

the 19 participants 1n the PTSD group, 6 had Current and 13 had Lifetime diagnoses. 

4.4.3 Analysis 2- Demographics across event type 

The demographic information across the two event types was considered. There was 

no sigruficant difference between the :YfV A group (1vf = 23.61, SD = 9.22) and Assault 

group (i'vf = 26.44, SD = 9.43) m current age in years, t(65) = 1.18, p >0.05. This was 

also true for the age at the time of the event, t(65) = 0.44, p >0.05; the :YfV A mean age 

(i'vi = 19.39, SD = 5.49) was not sigruficantly different to the Assault group mean age 

(i'vi = 20.04, SD = 6.41). There was also no sigrufic:mt difference in the time since the 

event, t(65) = 1.40, p >0.05; the mean tlme since the event for the rvrv A group was 4 

years, three months and 12 days (SD = 6.84 yrs) which was not significantly different 

from the mean for the Assault group which was 6 years, 10 months and 8 days (SD = 

8.18 yrs). A Bonferroni correction was conducted for sex and mantal status, which 

resulted in the adoption of a significance critenon of 0.025. A significant sex difference 

was noted bet:\veen the event types. Sigruficantly more females than statistically 

72 



expected had experienced a l\JVA and more males than expected had experienced an 

assault. No significant difference was noted for marital status. Table 2 presents the 

group percentages and chi-square values. 

Table 2. 

Group percentages and chi square anaf)'Sis of sex and marital status data across event type. 

Variable Event type Analysis Results 

MVA Assault x2 df N p 

Sex Male 22.73 52.1 7 4.68 67 <0.02 

Female 77.27 47.83 

Marital status Single 70.46 82.61 1.31 2 67 >0.05 

Married/ de facto 18.18 8.70 

Sep/Div/ Wid 11.36 8.70 

Medical and psychiatric histories across the two event types were examined with a 

Bonferroni correction resulting in a significance criterion of 0.01. A trend \Vas noted for 

a prior diagnosis of mental illness. More participants in the Assault group than 

statistically expected reported having been diagnosed with a mental illness. No 

differences were noted for physical illness, disabilities, medication or head lnjury. Table 

3 presents the percentages and chi-square values. 
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Table 3. 

Chi square ana{)'sis of mcdira/IJiJ!O!J data aoYJSJ t'l":'l/1 (Jj)C. 

Variable E\'ent type Analysis Results 

i\IVA Assault r df N p 

Pln·siol illness 6.82 8.70 !lOS 67 >0.05 

Disabilities ? ?-
.._,...,. I 4.35 0.02 67 >0.05 

Current mcdicnion '' -: ... --· .) 21.74 O.D1 67 >0.05 

Head injury T.27 39.13 0.99 67 >0.05 

:\lcnt:1l illness 11.36 34.78 5.30 67 <0.03 

4.4.4 Analysis 3- Demographics and symptomatology across diagnosis 

Demographics 

No significant differences between diagnostic groups were noted for current age, 

F(3,66) = 2.32, p > 0.05, or age at the time of the event, F(3,66) = 1.98, p >0.05. There 

were no significant differences noted in the time since the event, F(3,66) = 0.85, p 

>0.05. Table 4 presents the means and standard deviations. 

Table 4. 

Group percentages for CIIITeJ;t age and age at tbe time of the et1e11t across diagnostic group. 

Variable Diagnostic group 

PTSD ASD Sub-Clinical No Symp 

M SD M SD M SD M SD 

Current age 28.21 (10.33) 22.46 (7 .52) 25.94 (11.31) 21.00 (5.49) 

E\·cnt age 21.68 (8.37) 18.46 (2.50) 20.41 (5.29) 17.50 (3.70) 

Time since (yrs) 7.15 (6.44) 4.01 (7.69) 5.52 (10.05) 3.58 ( 4.71) 
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~'> ~l[!nitictnt differences between diagnostic groups \\"en: c\·idcnt according to sex, ;/ 

T:thk S. 

Yariablc Diagnostic group 

PTSD ASD Sub No 

21.1)5 53.85 ?~ - ~ _.). :u 38.89 

fcmalc 78.95 46.15 76.47 61.11 

:\f:t.rit:ll st:ltus Single 68.42 92.31 64.71 77.78 

:.l:t.rricd/Dc f:1cto 10.53 7.69 23.53 16.67 

Sc..:p:lr:ltcd/Oi\'Orccd/\\'idowcd 21.05 0.00 11.76 5.56 

From the :-~nalysis of medical/psychiatric history across diagnostic groups, it \Vas evident 

there \\'ere no signiticant differences. Table 6 presents the group percentages and chi-

squ:-~re :tnalysis results. 
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Table 6. 

Group percentages and chi-square Jla/ues for medical histor)' data across jour diagnostic groups. 

Diagnostic group Analysis results 

PTSD ASD Sub No x2 df p 

Physical illness 15.79 7.69 5.88 0.00 3.42 3 >0.05 

Disabilities 5.26 7.69 0.00 0.00 2.41 3 >0.05 

Current meds 36.84 23.08 23.53 5.56 5.24 3 >0.05 

Head injury 47.37 30.77 11.76 33.33 5.33 3 >0.05 

Mental illness 36.84 7.69 17.65 11.11 5.66 3 >0.05 

Trauma specific symptomatology 

The TSI data and IES-R data were analysed across the four diagnostic groups. A 

Bonferroru adjustment changed the sigruficance criterion for the clinical scales to 0.005 

for the TSI. Table 7 presents the means, standard deviations, F values and post hoc test 

results for both measures. All group scores on the ATR, INC and RL validity subscales 

of the TSI were within valid limits (all under a mean of 65). Significant differences 

between the diagnostic groups were noted on 4 of the 10 clinical subscales; IE, DA, 

DIS, and ISR. Trends were noted on i\.A, D, DSB and TRB. The PTSD group 

exhibited more intrusive experiences and defensive avoidance than all other groups. 

They reported more anxious arousal, depression, dysfunctional sexual behaviours and 

tension-reduction behaviours than the :N"o Symptoms group. They also reported more 

dissociation than the Sub-Clinical and No Symptoms groups. The PTSD group also 

had a higher score than the ASD group for tension-reduction behaviours and a higher 

score than the Sub-Clinical group for dysfunctional sexual behavtours. 
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The ,-\SO group exhibited more dcfensi\·e avotchncc than the Sub-Clinical group. The 

:\SO and Sub-Clinical groups also reponed more inrrustH experiences and defensi\·e 

avoichnce than the No Symptoms group. The :\SO group and the Sub-Clinical group 

reponed more dissociation rh:1n the No Symptoms group . The 1\SO group n..:ported 

more depression than the No Symptoms group. The PTSD, 1\SO and Sub-Clinical 

groups reported more impaired self-reference than the No Symptoms group. 1-!owe\·er, 

none of the mean scores reached the clinical cut-off of 65. 

The IES-R data were also analysed across the four diagnostic groups. A Bonferroni 

adjustment resulted in a significance criterion of 0.012. Table 7 presents the means, 

standard deviations, F values and Fisher PLSO. Significant differences were noted 

between the diagnostic groups on all the subscales and the total score. The PTSD 

group scored more highly than the ASD group, the Sub-Clinical group and the No 

Symptoms group on all subscales and the total score. The ASD group scored higher 

than the No Symptoms group on the intrusion subscale. The Sub-Clinical group scored 

higher than the No Symptoms group on Intrusion, 1-!yperarousal and the Total score. 
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Table 7. 

The means, standard deviations, ANOVA and post hoc test res11fts for the TSI (df=3,64) and IES-R (df=3,66) across diagnosis. 

Subscale Diagnostic Group F p Difference PLSD 

PTSD ASD Sub-Clinical No Symptoms 

M SD M SD M SD M SD 

TSI Clinical Subscales 

AA 58.47 (16.22) 54.38 . (9.16) 54.12 (7.51) 47.50 (9.05) 2.94 <0.04 PTSD>No 7.50 

D 57.12 (10.80) 56.31 (10.00) 51.53 (8.85) 48.39 (5.24) 3.61 <0.02 PTSD>No 5.99 

ASD>No 6.45 

AI 56.88 (8.72) 54.62 (10.15) 55.71 (11.00) 49.11 (10.33) 2.05 >0.05 

IE 63.18 (12.58) 54.77 (7.49) 50.76 (7.05) 44.89 (3.23) 14.94 <0.0001 PTSD>ASD 6.10 

PTSD>Sub 5.67 

PTSD>No 5.60 

ASD>No 6.02 

Sub> No 5.60 

DA 61.8~ (8.88) 56.31 (7.47) 50.76 (4.97) 44.61 (5.73) 19.87 <0.0001 PTSD>ASD 5.06 

PTSD>Sub 4.71 

PTSD>No 4.65 
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Table 7 (continued) 
---- ------------

ASD>No 5.06 

ASD>Sub 5.00 

Sub> No 4.65 

DIS 62.29 (10.02) 57.23 (8.02) 54.88 (9.73) 48.78 (5.82) 7.48 <0.0002 PTSD>Sub 5.87 

PTSD>No 5.79 

ASD>No 6.23 

Sub>NIJ 5.79 

sc 54.65 (12.50) 51.46 (6.36) 50.82 (11.50) 47.44 (5.47) 1.66 >0.05 

DSB 59.18 (11.94) 52.31 (8.53) 50.06 (11.61) 48.33 (6.34) 3.97 <0.03 PTSD>Sub 6.8 

PSTD>No 6.7 

ISR 58.35 (10.49) 56.54 (7.85) 53.59 (6.80) 47.89 (7.01) 5.39 <0.002 PTSD>No 5.53 

ASD>No 5.95 

Sub> No 5.53 

TRB 59.41 (11.97) 51.92 (8.96) 54.41 (10.28) 48.72 (8.66) 3.43 <0.03 PTSD>ASD 7.44 

TSI validity subscales 

ATR 54.06 (9.74) 50.38 (5.80) 47.71 (5.30) 48.17 (5.38) 3.07 <0.03 PTSD>Sub 4.70 

PTSD>No 4.63 

RL 43.82 (4.52) 46.77 (5.33) 45.65 (6.32) 50.61 (10.59) 2.75 <0.05 No>PTSD 4.91 

No> Sub 4.91 

INC 42.71 (8.01) 42.92 (8.70) 38.24 (5.49) 38.61 (5.19) 2.19 >0.05 

(Table contitmes) 
-1 
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Table 7 (continfled) 

IES-R Subscale 

Intrusion 

Avoidance 

Hyper 

Total 

14.16 (6.98) 

13.84 (7.57) 

12.68 (7.70) 

40.16 (19.93) 

5.46 (3.36) 6.53 (6.25) 

6.77 (5.21) 6.29 (7.19) 

3.69 (3.42) 5.76 (7.32) 

15.92 (10.50) 18.53 (19.68) 

1.17 (1.58) 20.27 <0.0001 PTSD>ASD 3.71 

PTSD>Sub 3.44 

PTSD>No 3.39 

ASD>No 3.75 

Sub> No 3.49 

2.39 (2.97) 11.39 <0.0001 PTSD>ASD 4.38 

PTSD>Sub 4.06 

PTSD>No 4.00 

1.11 (2.05) 13.26 <0.0001 PTSD>ASD 4.19 

PTSD>Sub 3.88 

PTSD>No 3.83 

Sub> No 3.93 

4.67 (5.32) 16.90 <0.0001 PTSD>ASD 11.15 

PTSD>Sub 10.34 

PTSD>No 10.19 

Sub> No 10.48 



4.5 Discussion 

It was the focus of the current sn1dy to evaluate the protective value of female sex with 

regard to the likelihood of experiencing an assault or l\fV A, male sex with regard to an 

ad\·erse response to the event, and a lack of prior psychiatric history. :\. description of 

the sample was undertaken in relation to diagnostic grouping and event type. It also 

was necessary to establish whether there were fundamental group differences on sex, 

age, comorbid symptoms and medical history variables so that, if present, they could be 

taken into account when interpreting the results of subsequent studies that are to be 

presented. In general, the hypotheses were supported with the exception of a lack of an 

expected difference between the diagnostic groups in sex and medical history. 

\\!hen considering the results and their interpretation, it is worth noting a number of 

limitations upon the research. Firstly the samples were relatively small as a result of the 

time consuming nature of data collection using the methodology that will be outlined in 

Study 2. \'V'hile the samples are not significantly different than those used in other 

studies that have used similar techniques (e.g., Pitman et al., 1987; Shalev et al., 1993), 

the results must be considered in this light. Secondly, it must be acknowledged that 

there was an imbalance between the sample sizes in the l\IV r\ as compared to the 

Assault group, with the lviV A group including two thirds of the total sample. Also, the 

PTSD and ASD group had approximately equal representation of assault as compared 

to lviV A whereas the Sub-Clinical and No Symptoms groups included participants who 

had predominantly experienced lviV A. This factor will be considered further in Study 2 

where appraisal of the event is discussed. Thirdly, the participants in the ASD group 

were diagnosed as having met criteria for r\SD after the event but by virtue of the 

diagnosis requiring resolution of a symptom level that would meet criteria within a 

month, the diagnosis had to be retrospective. The majority of the PTSD group also met 
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Lifetime but not Current criteria for PTSD at the time of diagnosiS. This has 

implications for understanding symptom levels at the time of research. Fourthly, it IS 

worth discussing that the mean length of time since the traumanc event occurred was 

approximately five years. Earlier research that considered the reaction to past traumatic 

events examined events that had occurred a considerable period prior to assessment. 

Indeed, Vietnam veteran groups continue to be Investigated despite the considerable 

period of time that has elapsed smce traumatisation (e.g., Carlson, Smgelis, & Chemtob, 

1997; Carson et al., 2000; Wolfe et al., 2000). 

An argument has been proposed that the chances of the responses to traumatic events 

being confounded by the passage of time increases as the duration of time since the 

event increases (e.g., Blanchard, Hickling, Taylor, et al., 1996). It may be that there is a 

deterioration of memory over time as normal recovery occurs or that other factors 

influence memory and result in distortion. Indeed, it has been argued that there is a 

disturbance of memory function that 1s characteriStic of PTSD that 1s speculated to be 

caused by hippocampal damage as a result of overactive neuroendocrine responses to 

trauma-related stimuli (Buckley, Blanchard, & Nelil, 2000). 

However, the impression that people who have been exposed to a traumatic experience 

can recall moment-by-moment events needs to be considered. It has been proposed 

that certain types of expenences result in what has been termed flashbulb memories. 

The concept was developed to account for the fact that particular, emotionally laden 

events resulted in very clear memories of the circumstances of the event although not 

necessarily the emotional reaction to the event (Christianson & Engelberg, 1999). The 

recollections associated with flashbulb memories are said to have a photographic quality 

and to be highly accurate in terms of contextual information (Sierra & Berrios, 1999). 
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i' 

Some authors have suggested that there is little fundamental clifference between 

flashbulb memories and traumatic memones (Sierra & Berrios, 1999). Although 

clistortion of emotiOnal content of flashbulb memones has been reported (Chnstianson 

& Engelberg, 1999), others have attempted to mtegrate emotional response as a 

fundamental component of this type of memory (Finkenauer et al., 1998). 

Research has focused on the development of flashbulb memones at the time of learning 

of upsetting news and relates to the inclividual's responses to that news (e.g., Davidson 

& Glisky, 2002). It may be that the personal nature of traumatic experiences produces a 

more stable memory that does allow for the retention of emotional information. In 

support of this proposition, the memories of children who had direct expenence of 

vaccination were associated with slower rates of forgetting than the memories of 

children who viewed a video of a child receiving a vaccination (Lindberg, Jones, 

McComas Collard, & Thomas, 2001). It was concluded that the personal experience of 

distress significantly influenced the recollection of events. It has been suggested that 

when the event is of an 'extraordinary nature' people are more likely to have accurate 

recall (Norris & Kaniasty, 1992). 

It clearly is the case that some aspects of meaningful events can endure over very 

extended periods of time. This has been demonstrated in the case of homicide (Haines, 

Williams, Sale, Glading, & Davidson, 2002) and self-destructive behaviours (Haines, 

Williams, Brain, & Wilson, 1995). Some authors take a stricter view of the acceptable 

limits of time since the traumatic event (e.g., Blanchard, Hickling, Taylor et al., 1996), 

whereas others see value in examining more temporally distant events (e.g., Kaufman et 

al., 2002). The average of five years since the event for the current study Is considered 
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to be acceptable although It is acknowledged that there was some vanability among the 

tot:tl sample 10 time smce the e\·ent. 1-lowe,·er, when comparing diagnostic groups and 

<:vent types, the lack of difference in umc sine<: the e,·ent mdicates that ti11S factor docs 

not more strongly intluence one group than another which makes the interpretation of 

the results easier. 

The results \\'lth regard to sex differences were considered. The literature relating to sex 

differences and traumatic e,·ents is complicated. Some research has suggested that 

females arc more likely to be traumatiscd by events (e.g., Breslau et al., 1991; Bryant & 

Harvey, 2003; Pun·es & Erwin, 2002; Titus et al., 2003) or to experience more se,·ere 

posttraumatic stress s~·mptoms (e.g., Classen et al., 1998; Fullerton et al., 2001; Solomon 

et al., 1987; Tucker eta!., 2000; Zlotnick, Zimmerman, \v'olfsdorf, & Mattia, 2001) than 

males. Other research has mdicated that males arc more likely than females to be 

exposed to traumatic stressors (e.g., .-\mir & Sol, 1999; Brcslau et al., 1991; Purves & 

Erwin, 2002) . Howe,·er, it has been reported that no sex differences exist \vhen men 

and women are exposed to similar stressors (e.g., Pereira, 2002) or that the type of 

experience but not the frequency of traumatic experience distinguishes the sexes 

(Freedman ct a!., 2002). Others have indicated that the sex differences in Australia arc 

not as great as those reported elsewhere (Creamer, Burgess, & McFarlane, 2001). 

There was a sex difference noted between the i\[V A and Assault groups. As was 

hypothesised, more females than statistically expected had experienced a rv[V A and 

more males than statistically expected had experienced an assault. Although this finding 

is in line with current literature (e.g., ABS, 1997, 2002a; Drummond & Yeo, 1992; 

i\fassie et al., 1995, 1997), it must be considered that this difference may result from the 

greater O\'erall number of females in the study rather than a true reflection of the 
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incidence of l\tfVA and assault outside of this sample. 

In contrast to the hypothesis that women \Vould report more posttraumatic stress 

symptoms than men, no sex differences were evident between the d!agnosuc groups. 

The majority of each group except for the ASD diagnostic group were female. Th1s was 

an interesting result given the body of literature that supports the proposition that men 

and women respond differently to traumauc events and that, overall, being male is 

protective. It is possible that the greater percentage of males In the ASD group may be 

a reflection of the protecuveness of male sex m response to trauma. 

Age d!fferences across the sample were also considered. As hypothesised, there were no 

age differences between the event types although it was interesting to note that the 

mean age of all groups at the time of the traumatic experience was late adolescence to 

early adulthood. 

The research has suggested that younger ind!v1duals are more likely to experience the 

two traumatic events studied (AIC, 2001; Norris, 1992; Norris et al., 2000) and the 

results of the current study are consistent wtth this research. However, the fact that the 

majority of individuals were in the younger age bracket might also or partially be a 

function of the sample consisting of mostly University students. 

There were no age differences noted across the diagnostic groups and the mean ages 

were again in late adolescence to early adulthood. The relationship between age and the 

development of PTSD is complex. Curvilinear relationships between age and PTSD 

with middle-aged people being the most at risk, negauve relationships with the youngest 

people being most affected by exposure to trauma and positive relationships with the 
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oldest people exposed being the most traumatised all have been noted with the 

differences possibly due to cultural factors (Norris, Kaniasry, Conrad, Inman, & 

l\Iurphy, 2002). HO\vever, it is the case that younger people are more likely to have 

been involved in a MVA or a physical assault (with an average of five years post-event) 

(Acierno et al., 2002), possibly because of a tendency to engage in more high-risk 

behaviours (e.g., Jelalian, Alday, Spirito, Rasile, & Nobile, 2000; Lin, Chang, Pai, & Keyl, 

2003; Wells & Macdonald, 1999). Further, younger people are more likely to experience 

posttraumatic stress symptoms following the events (ABS, 1998; Noms, 1992) . Again, 

the young mean age of the sample supports the proposition that younger people may be 

exposed to traumatic events but the composition of the sample prohibited age 

comparisons in psychological response to traumatic experience. 

Comparisons were made in relation to medical/psychiatric history. Contrary to the 

hypothesis that no difference in medical history would be noted between event types, 

there was an increased likelihood of head injury for the Assault group. It was of interest 

to note that in another group of individuals who had experienced a traumatic physical 

assault, a history of previous assaults was noted (Haines, Williams & Spiranovic, 2003) . 

Head injury, in some form, as a consequence of physical assault would not be 

unexpected and probably more likely than would be expected as a result of a MV A 

given seat belt legislation in Australia (Australian Road Rules, 1999). Indeed, research 

has reported that the incidence of head in1ury has decreased as a result of seat belt 

legislation (e.g., Rutherford, Greefield, Hayes, & Nelson, 1985) and that assault has been 

observed to result in a higher incidence of head injury than lVfV A (Haboubi, Long, 

Koshy, & Ward, 2001) . 
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Also contrary to the hypothesis that the PTSD group would report a higher level of 

pre\'ious psychiatric illness and more current health problems, there were no differences 

between the groups in relation to a history of physical 1llness, disability, head injury or 

mental illness and no group difference in current medication. It has been generally 

accepted that there is a range of predisposing factors that increase the Likelihood of the 

development of PTSD such as a history of poor psychological functioning (Brent, 

Perpcr, J\[oritz & Liorus, 1995; Cardenas, \\'il.Liams, \'\lilson, Fanouraki, & Singh, 2003; 

Dew et al., 2001; J\laes, Delmeire, :\lylle, & Alramura, 2001; Salcioglu, Basoglu, & 

Livanou, 2003). Ho\Ve\·er, the int1uence of such predisposing factors appears equal 

across the diagnostic groups in this sample. 

Trauma-specific symptoms were examined across the four diagnostic groups. It was 

expected that the PTSD, ASD and Sub-Clinical groups would exhibit the highest degree 

of symptomatology, as the existence of symptoms was the basis for group allocation. 

Between group differences, indeed, were evident. Intrusive experiences and defensive 

avoidance distinguished the PTSD group from all other groups and the ASD and Sub

Clinical groups reported greater intrusive and avoidant experiences than the No 

Symptoms group. The ASD group was distinguished from the Sub-Clinical group by 

greater defensive avoidance. Although the ASD group's symptoms had resolved 

sufficiently within the period of a month that they no longer met criteria for ASD and 

they did not progress to PTSD, this group was not symptom free as reflected in this 

result. The scores did not reach the clinical cut-off of 65 on the TSI but this is not 

surprising considering the number of individuals in the PTSD group who had lifetime 

rather than current diagnoses. These results were supported by the findings in relation 

to the IES-R. 
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The intrusion and avoidance symptoms are the most easily recognised as posttraumatic 

stress symptoms. It has been reported that intrusion and avoidance symptoms arc 

changeable with time since the event (Hodgkinson & Joseph, 1995). That study used 

the IES and observed that an intrusion factor accounted for the majority of the variance 

in posttraumatic stress symptomatology at 3 weeks post-event whereas a general 

avoidance factor accounted for most of the variance at 3 months post-event. Indeed, it 

has been argued that intrusion symptoms are predictive of the development of PTSD 

and it is the resolution of these symptoms that will lead to a resolution of the disorder 

(Falsetti, Monnier, Davis, & Resnick, 2002; Joseph, Yule et al., 1995; McFarlane, 1992). 

The longer term experience of intrusive symptoms has been suggested to result from a 

lack of emotional processing of the traumatic event (Brewin, Dalgleish & Joseph, 1995; 

Joseph et al., 1996). 

In contrast, avoidance symptoms have been described as a response to early distress 

(Joseph, Yule et al., 1995) and as the factor that prolongs the experience of intrusive 

symptoms by preventing the necessary processing of trauma-related memories (Falsetti 

et al., 2002; Joseph, Yule et a!., 1995; McFarlane, 1992; Rachman, 1980; Sutliff, 1995). 

Therefore, although avoidance can be interpreted as being protective in that it allows an 

individual to manage the degree of distress experienced in the short-term, It is also 

maladaptive in that it prevents early recovery. 

The elevations in these two symptom types were not apparent in the ASD group in the 

current study because it was characteriSed by remission of symptoms after four weeks. 

Therefore, it could be argued that less avoidance allowed for processing of trauma

related intrusive memories, leading to recovery. These posttraumatic stress symptoms 

were also not elevated in the Sub-Clinical group, which might result from the fact that 

88 



these individuals had not experienced the same degree of clirucally significant 

impairment as those with PTSD. 

The PTSD and i\SD groups were not d1stmguished on the bas1s of dissociative 

symptoms as measured by the TSI. Although most strongly associated with ASD, 

dissociative symptoms are a component of PTSD (AP A, 1994; Bremner, Steinberg, 

Southwick, Johnson, & Charney, 1993; Marmar et al., 1994). It is evident that, with the 

Sub-Clinical group falling between the clinical groups and the No symptom group, that 

this group also had some dissociative symptoms. 

There has been some argument in the literature about the costs and benefits of 

dissociation (e.g., Ehlers & Steil, 1995; Faa & Hearst-Ikeda, 1996; Spiegel et al., 1994; 

van der Kolk, Pelcovitz et al., 1996) and this will be exarruned in subsequent chapters. 

In brief, it has been argued that the expenence of dissociation is predictive of the 

development of PTSD (Bremner et al., 1992; Griffin et al., 1997; Marmar et al., 1994; 

Koopman et al., 1994; McFarlane, 2000b; Shalev et al., 1993; Spiegel, 1991; Ursano, 

Fullerton, Epstein, & Crowley, 1999). However, it also has been speculated that 

dissociation at the time of a traumatic event may serve a protective purpose (Dorahy & 

Lewis, 1998; Mtddleton, 1999; Spiegel, 1990; Sp1egel et al., 1994). 

It could be argued that the nature of the clissociation expenenced by the PTSD and 

ASD groups is different. That 1s, the type of dissociation may have increased distress in 

the PTSD group but have been protective m the ASD group. A further exarrunatlon of 

whether these differences may be related to perttraumatlc versus posttraumatic 

dissociation will be made m Study 6. Also, despite both groups reporting equal levels of 

clissociation, the distress in the PTSD group may be a function of the reaction to 
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dissociation, which has been described as unpleasant and distressing in itself (Bremner 

et a!., 1992; Ivlarmar et a!., 1994), and the fact that dissociation may have been more 

prolonged than for the ASD group. This would lead to the PTSD group having a 

higher level of hyperarousal, as has been demonstrated in the current study, and a 

greater need to act to manage the distress. 

\vbcn considering other symptoms, it was evtdent that the PTSD group was more likely 

to engage in tension reducing behaviours. Such behaviours serve to manage the distress 

and high arousal of the traumatised individual. These behaviours may not necessanly be 

adaptive, but act as a means of coping with distress. For example, there have been 

reportS of an increased risk of self-cutting among people with PTSD, parocularly in 

those who experienced sexual abuse as a child (e.g., Allen, 2001; Messman-Moore & 

Resick, 2002; Scheel, 1999; van der Kolk, Perry, & Herman, 1991; Weimer, 1997) and tn 

the case of combat-related PTSD (e.g., Lyons, 1991 b; Pitman, 1990). Self-cutting has 

been demonstrated to produce a strong tension reduction response in distressed 

individuals (Brain, Haines, & Williams, 1998, 2002, Bratn Wtlliams, & Hames, 1996; 

Haines et al., 1995; Scheel, 1999; Weimer, 1997). There were no other differences tn 

comorbid symptoms, such as depression, between the PTSD, ASD and Sub-Cl.tnical 

groups that should be taken into account when considering the results. 

In summary, there were no differences in the demographics of the groups that may have 

influenced how the results in the studies to follow should be Interpreted. The results 

did not identify any demographtc variables that particularly influenced the development 

of posttraumatic stress responses. The results of the diagnosis by symptom analyses 

indicated as expected that the PTSD group experienced greater levels of the most classic 

posttraumatic stress symptoms, intrusion and avmdance as assessed by the TSI and IES-
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R. This group also was distinguished by Its use of tension-reducing behaviours to 

manage distress. Both the PTSD and t\SD groups reported the experience of 

dissociation and it was speculated that the PTSD group might have been d1stingu1shed 

by the experience of greater distress as a result of the prolonged nature of lts symptoms 

as compared to the ASD group. A compamon of the clissoc1ative symptoms 

experienced by the cliagnostic groups will be further explored in Study 6. Consideration 

will now be g1ven to the elements of the integrative model Qoseph, Williams et al., 1995) 

with the aim of idennfymg what factors might be most protective in response to trauma. 

The next chapter willmvolve investigation of the contribution of attribution of blame. 

---------· -----~ 
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This study has been previously presented in part, and referenced contributions by the 

author of this thesis arc underlined: 

\Veils. J.H .. Haines, J ., & \'X'illiams, C.L. (2000a, September). Protective respomes to trauma. 

Paper presented at the 3'd \\'odd Conference on Stress. Dublin, Ireland. 

UTAS 

92 



CHAPTERS 

STUDY 2: APPRAISAL FACTORS 

--- - - -----·-· ---- -

' i 
; 

I· 

\' 
' 

! 
'· 
i · UTAS 
. I 

93 



5.1 Introduction 

It was emphasised in the integrative model Qoseph, Williams et al., 1995) that any 

traumatic stimulus IS open to Interpretation and that mdividual differences in this 

process are important in predicting subsequent outcome. In the past, consideration was 

mostly given to those aspects of the stimulus that were universally judged as objectively 

dangerous, uncontrollable and unpredictable as described in the DSM-III (APA, 1980). 

Such aspects have Importance in the aetiology of PTSD. However, the DSl\I-IV has 

emphasised the role of appraisal factors in the definmon of the event in the first 

cnterion that states the individual must experience feelings of mtense fear, helplessness 

and horror (AP A, 1994). The experience of such feelings is certamly influenced by 

individual differences in the appraisal of the event. This research focused upon 

attribution of blame as a central aspect of appraisal. Consideration of the protective 

influence of certain types of attribution of blame through evaluation of how attributions 

differ across event types and impact upon posttraumatic stress symptoms will be the 

focus of the chapter. 

5.1.1 Overview of the role of attribution 

Attribution is the attempt to identify what factors give rise to what outcomes (Fiske & 

Taylor, 1991 ). This can be an automatic process or it can be a deliberate effort 

motivated by a will to understand events and avoid unpleasant ones m the future 

Qanoff-Bulman & Wortman, 1977). Attnbution becomes a more conscious process 

when a person is surprised or threatened by unexpected or negative events that 

undermine their beliefs or expectations (Fiske & Taylor, 1991). It has been proposed 

that distress following traumatic experience is heightened when basic assumptions the 

individual makes about themselves and their world are challenged. 
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Janoff-Bulman and Frieze (1983) proposed that the most common assumptions affected 

by a traumatic experience are, firstly, the belief in personal invulnerability; secondly, the 

belief the world is meaningful, understandable and safe; and thirdly, the posJtlve 

perception of the self. Coping is proposed to result from the rebuilding of these 

assumptions and attributing blame is often part of this rebuilding process. 

Research has identified that trauma victims (in these cases rape victims) thought 

frequently about why the event occurred (Frazier, 1990; Frazier & Schauben, 1994). 

This process was suggested to help the individual explain the event and to cope with the 

distress it created (Delahanty et al., 1997; Janoff-Bulman & Frieze, 1983). Indeed, such 

cognitions have been suggested to constitute a form of intrusive thinking Qoseph, 

Williams et al., 1995). The types of attributions that are made have been suggested to 

have a strong role in the development and/ or maintenance of psychopathology a oseph, 

et al., 1991 ; Joseph, \X'illiams et al., 1995). A prorrunent theory about the influence of 

causal attribution on responses to events is the reformulated model of learned 

helplessness (Abramson, Seligman, & Teasdale, 1978) called the hopelessness theory of 

depression (Abramson, Metalsky, & Alloy, 1988; Alloy, Abramson, Metalsky, & 

Hartlage, 1988). This theory will be discussed as the integrative model suggests that the 

hopelessness theory of depression may be applicable in predicting the clinical 

characteristics of PTSD. 

The hopelessness model predicts that if an individual attributes characteristics of an 

event to stable factors (something that persists over time) and global factors (something 

that affects a wide range of outcomes), they are more likely to experience feelings of 

hopelessness that may lead to depression. Symptoms are further compounded if the 

person also attributes cause to internal factors (the cause resides within themselves). 
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Indeed, literature has proposed links between different types of attributions and specific 

emotional states. For example, \'JC'einer (1986) suggested feelings of rage and anger are 

generally experienced when cause is attributed to external sources. Gutlt and shame 

have been reported when the cause is constdered to be Internal. 

This theory is relevant as it has been suggested that there are stnking similarities in 

cognitive processing between PTSD and depression. For example, both involve 

preoccupation with negative memories and decreased access to posttJve ones. There is 

also a degree of symptom overlap between the two disorders, for example, both involve 

diminished interest in previously enjoyed activities, feelings of detachment from others, 

restricted affect, sense of foreshortened future, sleep difficulties, irritabil.tty or anger, and 

difficulty concentrating Qoseph, Williams et a!., 1995). The hopelessness model 

indicates that the type of attnbutlons that are made about an event may have significant 

implications for posttrauma recovery. 

There is support for the proposition that attrtbutions about blame for the occurrence of 

a traumatic event are of importance in understanding posttraumatic stress responses. 

The model made a distinction bet\\:een attributions about the reasons for the occurrence 

of an event and what takes place during the event as the research that contributed to the 

development of the model indicated such attributions to have differential emotional 

outcomes (e.g., Joseph et al., 1991; Joseph, Brewin, Yule & Williams, 1993; Joseph, 

Hodgkinson et al., 1993). The current study focused on the impact of attribution of 

blame for the occurrence of the event. Research that examines the impact of different 

types of attribution of blame will now be examined. 
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5.1.2 Blame and posttraumatic stress responses 

Victims of traumatic expenence can sometimes explam why an event happened when 

looking at external factors . For example, a rape or assault may result from gender 

specific soc1alisation differences, or psychosis or sociopathy in the perpetrator. Cancer 

may be the result of stress and 1mmunological breakdO\vn Qanoff-Bulman & Frieze, 

1983). Wbat is often more difficult for victims is explaining why the event happened to 

them personally. Some research has investigated the impact of blaming the self m 

comparison to blaming another party Self-blame may function as an explanation as to 

why the event happened to them Qanoff-Bulman & Frieze, 1983). 

Investigations have explored two types of self-blame that were proposed in 1979 

Qanoff-Bulman, 1979). It was suggested that self-blame might be different according to 

the where the blame is directed, for example blame towards either the person's 

behaviour or character. Behavioural self-blame involved attributions to a modifiable 

source (the individual's behaviour). This type of self-blame was described as control

related and was reported to be associated with a belief in the future avoidability of the 

negative outcome. Characterological self-blame, in comparison, was described as 

esteem-related and involved attribuuons to a relatively non-modifiable source (the 

individual's personality). This was described as being associated with a belief that the 

individual deserved past negative outcomes. The mitial research indicated behavioural 

self-blame to have adaptive consequences for copmg, and characterological self-blame 

to have maladaptive consequences Qanoff-Bulman, 1979). 

A body of literature has explored the impact of self-blame versus other-blame and 

behavioural versus characterological self-blame across different trauma types smce that 

time. Table 8 presents a summary of some examples of this research. 
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Table 8. 

Overoiew of research of se!f versus other-blame as a protective mechanism following different trauma types. 

Author 
Physical Assault 
Brockman (1990) 

Domestic Violence 
Andrews & Brewin (1990) 

Cascardi & O'Leary (1992) 

Sample 

62 victims of physical 
assault. 

70 victims of domestic 
violence. 

33 victims of domestic 
violence. 

Measures 

Self-blame Questionnaire 
Brown Locus of Control 
Scale. 

Tape-recorded, semi
structured interview
numerical ratings. 

Modified Conflict Tactics 
Scale 
Injury Index 
Blame Scale 
Beck Depression 
Inventory 
Rosenberg Self-Esteem 
Scale. 

Results 

No relationship between internal locus of control and 
either type of self-blame. Characterological self-blame 
influenced by sex - men reported higher levels. 

Characterological self-blame was most associated with 
those who had experienced childhood physical or sexual 
abuse, lack of social support and a high rate of depression 
once out of the relationship. 
Self-blame was highest when still in the violent relationship 
- changed to other-blame when no longer in the 
relationship. 

Low incidence of self-blame (12%). Self-blame was 
associated with depressive symptomatology. 

Comments 

No info on sampling method 
available. 

Community study of women in 
inner city London (working class 
with at least one child). 
Participants identified through 
screening measures. Identified 
through doctors' records. 

Only those who sought 
counselling from a domestic 
violence crisis service 
participated. 

(Table continue.r) 
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Table 8 (conlinmd) 
Sexual Assault/ Abusc/Harrassment 
Arata & Burkhart (1996) 316 female survivors 

of coercive sexual 
experiences. 

Bondurant (1995) 

Janoff-Bulman (1979) 

Jensen & Gutek (1982) 

Feinauer & Stuart (1996) 

109 rape survivors. 

Study 1: 129 college 
women 
Study 2: Survey of 
rape crisis centres -
counsellors of rape 
victims. 

135 women who had 
reported sexual 
harassment. 

Subsample of a larger 
research project on 
recovery from se.'ill:ll 
abuse. 276 female 
survivors of child 
se.'CUal abuse. 

Demographic 
questionnaire 
The Sexual Experiences 
Survey, SCL-90-R and a 
crime-related PTSD score 
generated from this. 

Questionnaire based. 

Group sessions with 10-15 
students -personality 
scales, Zung Self-Rating 
Depression Scale, self
esteem measures, Locus of 
control scales. 

Telephone interviews. 

Trauma Symptom 
Checklist 
McPearl Coping Scale 
(four items related to 
attribution of blame). 

Women with PTSD reported more characterological self
blame, more societal blame and more behavioural self
blame. 
Regression analyses indicate that blaming one's character 
was the only variable that had significant impact on PTSD 
outcome. \Vomen who blamed themselves developed 
more PTSD. 

Low- moderate levels of self-blame and much lower levels 
of self-blame than blame towards the perpetrator. 
The presence of behavioural self-blame made 
acknowledgement that the event was a rape more likely. 

Study 1: Depressed college students engaged in more 
characterological self-blame, made more attributions to 
chance and had reduced beliefs about personal control than 
non-depressed participants. Behavioural self-blame did not 
differ between the two groups. Study 2: Behavioural self
blame more frequently reported response. 

No relationship between either type of self-blame and 
depression. 

Self-blame (n=71), blaming fate (n=30), blaming self and 
fate (n=35), blaming perpetrator (n=140) 
Blaming the self, fate and both self and fate were associated 
with higher levels of symptomatology. 
Blaming the perpetrator was associated with the lowest 
levels of symptomatology. 

Assessr.1ent of causal attributions 
and their impact in rape victims 
made by counsellors ratl1er than 
the rape survivor- possibility of 
different opinions. 

Sampling method- survey. 

Participants selected from the 
electoral role- 4000 were mailed 
questionnaires, had 400 returned. 
Placed in the blamed perpetrator 
group if did not blame self or fate 
-assumption that they blamed 
tl1e perpetrator. 

(fable ronlinues) 
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Table 8 (ronlinrml) 
Frazier (1990) 

Frazier & Schauben (1994) 

Gravley (1998) 

Survivors of 
rape/ sc.:mal assault, 
Subsample of 
:lttendants to the 
Se.'(U:l! 1\ssault 
Resource Servic:e in 
Minneapolis. 

282 fem:.le students 
recruited to participate 
in a study of coping 
with stressful events
subs:.mple of rape 
survivors (n=59). 

Tiuee teenage 
survivors of incest 
perpetrated by 
alcoholic fathers. 

Attributional ratings -
"How much do you blame 
the things you did before 
the rape?" and "How 
much do you bbme things 
about your personality that 
you feel you can't change?" 
and Likert scales for 
factors such as avoidability. 
Beck Depression 
Inventory. 

Se.wal Experiences Survey 
Structured interview 
Brief Symptom Inventory 
McPe:ul Belief Scale 
Likert Scales for 
attributions e.g., "How 
much do you bbme this 
e:~perience on your own 
behaviour/ character?". 

E.'(plored whether 
attributing the incest to the 
father's alcoholism would 
influence resilience, 
assessed symptomatology 
and bl:une attribution. 

Many victims bbmed themselves but tended to pbce more 
blame on external f.1ctors. 
Both types of self-bbme were associated with increased 
depression. 
It was proposed that blaming behaviour also implied 
blaming character :md so the two forms of self-blame were 
not completely distinguishable from one another. 

1\mong rape survivors, both behavioural and 
characterological self-bbme were :.ssocbted with more 
psycl10logical symptoms and greater disruptions in basic 
bc.liefs about self and others. 
TI1e two types of self-bhme were significantly correlated 
witl1 one anotl1er. 
Thinking about why the event occurred \v:IS :1lso related to 
poorer recovery. 

When alcohol :~buse w:1s identified :IS the "m:~jor ause" of 
the abuse, symptoms were most severe. Alcohol abuse is 
an "e."<temal" cause for the event. 
Signs of resiliency were observed where there \v:IS 

bch:tvioural self-bl:tme :md other blame present 

Correbtional study- cannot 
make causal conclusions. 
Did not include assessment of 
blame tow:1rds others. 

C:ISC: study format- only studied 
three c:tses- differences in 
severity, duration :md :~ge :It time 
of abuse m:~y h:we influenced 
results. 
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Table 8 (continmd) 
Hill & Zautra (1989) 

Meyer & Taylor (1986) 

Ullman (1997) 

36 female rape 
survivors. 

58 female survivors of 
rape. 

155 sexual assault 
survivors in LA. 

The Demoralisation 
Composite for the 
Psychiatric Epidemiology 
Research Interview
measure of psychological 
distress. Twenty four 
behavioural or 
characterological blaming 
thoughts were rated on a 5 
point scale e.g. ''I was out 
alone at night" or "I'm a 
bad person". 

Causal attribution 
questionnaire- Likert 
scales. Questionnaire about 
coping methods, sexual 
satisfaction, physical and 
emotional symptoms of 
depression and rape
related fear and anxiety. 

Blame attributions assessed 
via Likert scales on blame 
towards society, offender, 
own behaviour, personal 
characteristics, other 
people and other factors. 
World Assumptions Scale 
Ganoff-Bulman, 1989), 
self-rating of recovery. 

The presence of characterological self-blame was a 
significant predictor of poor adjustment to rape. 
Ratings of ability to change self-blame attributions failed to 
predict demoralisation. 
The predicted relationship between perception of 
controllability, characterological self-blame and 
demoralisation was not supported. 

50% of participants blamed themselves. 
High levels of behavioural and characterological self-blame 
were identified. Both behavioural and characterological 
self-blame were associated with poor adjustment. 
Behavioural self-blame- associated with sexual 
dissatisfaction and depression. Characterological associated 
with fear and depression. Only societal blame was not 
related to poor adjustment. 

Women sexually victimised in both childhood and 
adulthood had lower self-worth and were more likely to 
make external attributions of blame. Increased self-blame 
was related to poorer recovery. 

Recruitment via rape crisis 
centres (33%), newspaper ads 
(22%) or a college course (44%). 

Correlational study- cannot 
make causal conclusions 
Sample includes only those who 
sought help via a rape crisis 
centre. 

Recruited via newspaper 
advertisement, signs in college 
and university campuses, 
psychological counselling 
services, YMCAs, rape crisis 
centres and places women 
frequent. 

(Table co/ttimtes) 
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Table 8 (continued) 
MVA 
Janoff-Bulman & Wortman 
(1977) 

Blanchard, Hickling, Taylor 
et al. (1996) 

Delahanty et al. (1997) 

Hickling et al., (1999) 

Ho et al., (2000) 

29 individuals who 
were paralysed in 
accidents. 

158 MVA victims who 
sought medical 
attention within 1 
week of event. 

MV A victims: self
responsible (n=34) 
other-responsible 
(n=46) and control or 
minor accident victims 
(n=43). 

145 MVA survivors. 

321 MV A victims in 
Queensland, Aust. 
Divided into drivers 
(n=221) and 
passengers (n=100). 

Quantitative and open
ended questions in 
interview format. Coping 
scores provided by nurses 
and social workers. 

CAPS. 

Impact of Event Scale 
SCL-90-R 
Ways of Coping checklist 
Psychophysiological 
measures. 

CAPSandiES 

Questionnaire based
included IES, Family 
Functioning Scale, 
Satisfaction with Life Scale 
and a General Health 
Questionnaire. 

Other-blame and feeling the event was avoidable were a 
good predictors of poor coping. Self-blame was a 
predictor of good coping. 

39% of sample met DSM-III-R criteria for PTSD. Low
level negative correlation between attribution of blame to 
road conditions and PTSD (if blame conditions, less likely 
to develop PTSD). 

No significant differences were noted between the self and 
other responsible groups on the IES, the SCL-90-R or in 
psychophysiological measures. The groups differed 
marginally at follow-ups 14-21 days, 6 months and 1 year 
with the other-responsible group having higher rates of 
PTSD. Only the other-responsible group continued to 
demonstrate increased distress at 6 and 12-months. 

62 participants met criteria for PTSD - 66% blamed 
others, 13% blamed themselves. 

Drivers- 20% "at fault'', 80% "not at fault''. No 
significant differences on the IES Intrusion or Avoidance 
subscales between at fault and not at fault. At fault 
reported more guilt and shame but lower levels of distress, 
not at fault reported more distress, anger and disgust and a 
significantly greater decrease in well-being. 

Recruited via advertisement. 
Study was anonymous - the 
questionnaires were mailed back 
to the researchers 

(Table contitmer) 
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Table 8 (ronlinrltd} 
Other samples 
Lambert (2000) 

Kiecolt-Giaser & \Villiams 
(1987) 

Segerstrom, Taylor, 
Kemeny, Reed, & Visscher 
(1996) 

Harter (1998) 

95 male and 47 Not known. 
hospitalised bum 
victims. 

49 acute bum patients. Nurses and physical 
therapists rated patients' 
compliance and pain 
behaviour. 

86 HIV positive 
homosexual males. 

44 male and 47 female 
HIV /AIDS patients. 

Structured interview- any 
causal attributions for 
positive and negative 
events were e.'!:tracted from 
interview content (content 
analysis or verbal 
explanation technique). 

A self-report blame 
measure, Personal Growth 
Scale, Mental Adjustment 
to 1-llV Scale and 
demographic 
questionnaire. 

Self-blame was associated with better overall adjustment 
but with lower self-esteem. The Other-blame group 
reported more days of distress in hospital 
Self-blame group- 0% ASD, 6% PTSD . 
Other-blame group- 23% ASD, 37% PTSD 
Perceived control was unrelated to attributions. 

After controlling for burn severity and time since 
admission, behavioural self-blame predicted poorer 
compliance with nurses, more pain and greater depression. 
Patients with prior psychiatric history were more likely to 
blame themselves. 

Attributing negative events to the self predicted faster 
decline of the helper T cell (CD4) - which influences the 
decline from 1-llV to AIDS onset 

Both behavioural and characterological self-blame were 
positively correlated with the belief one could impact on 
the course of the disease. No relationship was found 
between blaming others and adjustment Males displayed 
higher characterological self-blame than females and 
females displayed more other-blame than males. 

Sample was part of a longitudinal 
study - men at different phases 
of the disease were interviewed 6 
monthly and progression 
assessed. 
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Table 8 (co11ti1111ed) 
Malcarne, Com pas, Epping
Jordan, & Howell (1995) 

Glinder & Compas (1999) 

Tennen, Affleck, & 
Gershman, (1986) 

Sholomoskas, Steil, & 
Plummer (1990) 

72 adults recendy 
diagnosed with cancer. 

76 women with breast 
cancer. 

50 mothers of infants 
treated for severe 
perinatal 
complications (most 
were premature). 

Spinal cord injured. 

Structured interview with 
questions about self and 
other blame and control, 
and the Brief Symptom 
Inventory. 

Structured interview and 
SCL-90-R. 

Structured interview 
including questions 
assessing causal 
attributions, perceived 
severity, control and mood 
state. 

Assessed psychological distress following cancer diagnosis. 
Self-blame was unrelated to initial psychological distress. 
Initial dis tress predicted increased characterological self
blame at 4-month follow-up. It was proposed that self
blame and distress mutually contribute to one another. 

Self-blame associated with poorer psychological adjustment 
during the first year post-diagnosis. At diagnosis and 6-
month follow-up- behavioural self-blame was associated 
with increased distress. Characterological self-blame at 
diagnosis approached significance at predicting distress at 3 
months follow-up and was significant at predicting distress 
at 6 months and 1-year post diagnosis. Proposed that 
behavioural self-blame predicts distress concurrent to 
diagnosis whereas characterological self-blame predicts 
distress over time. 

Behavioural self-blame was hlgh and positively associated 
with perceptions of severity of the child's condition and the 
belief they could prevent a similar circumstance in the 
future. It was also associated with better emotional 
adaptation via thls sense of controL 

Alcohol use prior to accident causing injury was best 
predictor of self-blame- other-blame was associated with 
poorer coping- tended to blame behaviour rather than 
character. 

Recruited &om Breast Care 
Centre. 

Interviewed a mean of 8.55 
weeks post-discharge &om 
hospital. 

(Table coutim1e.r) 
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Table 8 (continmd) 
Student samples 
Arora (1999) 

Wu (1994) 

259 university 
undergraduates. 

1443 Taiwan college 
students (stratified 
sample of1000 
analysed). 

Questionnaires assessing 
perceptions about and 
responses to significant life 
events - assessed for 
causal attributions, control, 
shame, guilt and overall 
adjustment. 

Chinese versions of the 
Beck Depression 
Inventory, Attributional 
Style Questionnaire and a 
Self-blame scale . 

Assessed the impact of behavioural and characterological 
self-blame on adjustment 
Behavioural self-blame only improved adjustment where 
perceptions about control were high- where control was 
low and behavioural self-blame was high adjustment was 
poor. Where control was high and behavioural self-blame 
was also high adjustment was improved. 
Behavioural self-blame did not necessarily predict higher 
feelings of control. 
Characterological self-blame was significantly positively 
correlated with depression and interpersonal sensitivity. 

Helplessness and characterological self-blame were 
significant predictors of depression. 

Results obtained by survey. 



Other-blame and responses to trauma 

Resc:uch h:ts suggested th:tt bbming another partY is detriment:tl to rccm·erY from a 

traumatic eYent (Tennen & :\ftlcck, 1990). The literarure reviewed in Table 8 supported 

this no tion with other-blame being reported to be detrimental to recoverv in :\[\' .-\ 

sun·ivors (Ho et al., 2000; Janoff-Bulman & \\.ortman, 1977), and spin:tl cord injured 

individuals (Sholomoskas et al., 1990) . Onlv one study found that blaming the perpetrator 

of childhood sexual abuse was related to the lowest levels of symptomatology (Feinauer & 

Sruart, 1996). Ho\ve,·er, in this study blame tO\vards the perpetrator was not directly 

measured. It \Vas assumed that if they did not blame themselves or fate then they must 

have blamed the perpetrator. It is possible this group did not blame others at all or that 

childhood sexual abuse results in different attributions of blame than other types of 

traumatic events. 

Research has established other-blame to be associated w1th a higher mcidence of 

posttraumatic stress symptoms and more distress in burn injury v1ctims (Lambert, 2000), 

and poorer coping after spinal co rd injury (Sholomoskas et al., 1990). This poorer 

adaptation has been proposed to result from negative emotions such as anger, disgust and 

resentment that may hinder recovery by promoting social withdrawal and interfering with 

the use of normal copmg strategies including the eliciting of support. Indeed, research has 

noted that \Vhen a negative event is attributed to external and controllable sources, anger 

and disgust are the dominant emotions (e.g., Coke, Batson, & McDavis, 1978; Ho et al., 

2000; Tennen ·& Affleck, 1990). ;\f\'A ,-icttms deemed "not at fault" were found to be 

displaying greater levels of anger and disgust, more distress and a greater decrease in \veil

being than those deemed "at fault" (Ho et al., 2000) 
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It \•.;as noted through the course of revie\ving the literature that \vhen another party \Vas 

blamed for an event, consideration was rarely g1ven in the research to the mfluence of the 

indiYidual's perception of the other party's intent It must be kept in mind that traumatic 

events mav occur for different reasons. For example, they may be naturally occurring 

events such as earthquakes, hurncanes, bushfires (that are not deliberately lit), fammes, or 

floods, or they can result from human error such as maJOr fires caused by human actton, 

collapse of structures like bndges, dams, buildmgs, rail or i\lV A accidents, and air crashes 

(Parson, 1995). They can also result from the mtentlonal actions of a human such as acts of 

terrorism, torture, or interpersonal violence. \'{ben another is blamed, the perceived mtent 

of the other party may play a role in the emotional processing of the event by impacting 

upon perceptions of responsibility. For example, a car accident may be seen as resulting 

from human error whereas an assault may be considered to result from human intention 

(Parson, 1995). There has been speculat.10n as to what is more damaging to an individual's 

recovery after a traumatic experience. 

A perception of malictous Intention to harm has been suggested to have a more 

detrimental effect on an individual's mental health than a perception of error (AP A, 1994; 

Green, 1994; J\IcGuire, 1990; Parson, 1995; Schonfeld, 2002) as it results in feelings of rage 

and anger towards the other party (Parson, 1995). Research has indtcated that the degree of 

distress and the severity of symptoms may be affected by perceptions of intent. For 

example, greater distress has been observed m v1ctims who perceived the event to be caused 

by the intentional des1gn of another person (Hargreaves, 1980). Green (1994) reported 

that the decline m PTSD rates with time smce the event is not observed when the event IS 
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perceived to result from v1ctimisa tion by another person It appears that other blame with 

perception of error on the part of the other party might be protective against an adverse 

response to trauma whereas perception of malicious intent might exacerbate vulnerability. 

For this reason it is valuable when considering the impact of other-blame to also consider 

the role of Intent. 

Self-blame and responses to trauma 

There have been inconsistent reports in the literature as to whether self-blame is protective. 

Some studies have reported self-blame to facilitate recovery from traumatic events such as 

technological disaster (Baum, Fleming, & Smger, 1983) and l\fVA (Delahanty et a!., 1997 ; 

Janoff-Bulman & \~"ortman, 1977) by heightening feelings of personal control. 

Other research has reported self-blame to be detrimental to an individual's recovery as a 

result of debilitating effects of the possible activatiOn of negative emouons such as guilt and 

shame (Andrews, Brewm, Rose & !<Irk, 2000; Glinder & Compas, 1999; Ho et a!., 2000; 

Morrow, Thoreson, & Penney, 1995; Segerstrom et al, 1996; Solomon, Regier, & Burke, 

1989; Ullman, 1997). Th1s research finding appears to have been noted across a broader 

variety of trauma types includmg l\IV A, d1agnosis of potentially fatal illnesses such as breast 

cancer or HIV, and sexual assault. 

Self-blame has been associated with higher levels of depression (Abramson et a!., 197 8) . 

Research has found this to be the case in victims of domestic violence (Andrews & Brewin, 

1990; Cascardi & O'Leary, 1992) and In college students Interviewed about negative life 

events (Arora, 1999; Janoff-Bulman, 1979; Wu, 1994). The research of Joseph ami 
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colleagues (1991; Joseph, Yule et a!., 1993) reported that Internal attribuoons were 

associated with intrusive but not avoidant posttraumatic stress symptoms . The authors of 

the integrative model suggested that mtrusin and avoidant symptoms be cons1dered across 

different types of attributions Ooseph, \v'1lliams et a!., 1995). More severe PTSD in those 

who blamed themselves has also been noted m survivors of coerc1ve sexual expenences 

(Arata & Burkhart, 1996). 

These different outcomes as a consequence of self-blame may result from the different 

form that self-blame may take, as descnbed at the beg1nmng of this chapter The studies 

that identified self-blame as protective did not differentiate bel:\veen behavioural and 

characterological self-blame. Characterological self-blame, in parocular, has been associated 

w1th development of depress1ve symptoms (e.g., Andrews & Brewin, 1990; Arora, 1999; 

Cascardi & O'Leary, 1992; Janoff-Bulman, 1979; \'V'u, 1994), PTSD symptoms (Arata & 

Burkhart, 1996), reduced self-esteem (Lambert, 2000) and poorer adjustment to trauma 

(HiU & Zautra, 1989). This may be the result of mcreased feelings of helplessness or that 

desired outcomes are independent of one's own responses (Abramson eta!., 1978). 

Interestingly, studies have reported characterological self-blame to be greater in men 

(Brockman, 1990; Harter, 1998) and other-blame to be more prevalent m women (Harter, 

1998). Research has ind!cated that following exposure to a traumatic event, men are more 

likely to report abuse of alcohol, somaoc complamts, or symptoms associated with hostility 

or acting out rather than meeting the diagnostic criteria for PTSD or Major Depressive 

Disorder (Solomon et a!., 1987). It is possible that characterological self-blame and 

resultant reduction in self-esteem may lead to these behavioural and emotional changes. In 
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the previous chapter it was noted that the literature has supported the notion that women 

tend to report more symptoms of PTSD (Classen eta!., 1998; Solomon eta!., 1987; Tucker 

et al., 2000). HO\vever, no sex differences were noted between the diagnostic groups in the 

current sample. 

In contrast to characterological self-blame, behavioural self-blame has been associated with 

more adaptive adjustment (Arata & Burkhart, 1996; Bondurant, 1995; Gravley, 1998; 

Janoff-Bulman, 1979; Tennen & Affleck, 1990). It has been suggested that this is the case 

because the individual feels that their behaviour can be changed in the future and so 

another such event may be avoided Qanoff-Bulman, 1979). Studies have suggested that 

behavioural self-blame does not necessarily predict perceptions of greater control (Arora, 

1999; Lambert, 2000) but that adjustment has been found to be better when both control 

and behavioural self-blame are high (Arora, 1999). 

However, some research has found either no relationship Qensen & Gutek, 1982) or that 

both types of self-blame are related to depression or poor adjustment (Frazier, 1990; Frazier 

& Schauben, 1994; Kiecolt-Glaser & \'V'tlliams, 1987; i\Ieyer & Taylor, 1986). It has been 

suggested that behavioural and characterological self-blame cannot be distingmshed from 

one another as blaming behaviour implied blaming character (Frazier, 1990; Frazier & 

Schauben, 1994). Indeed, significant positive correlations between the two forms of self-

blame have been reported (Frazier & Schauben, 1994). 

The inconsistency m the literature with regard to the examination of the adaptiveness of 

different types of blame may result from a number of issues. Differences m sampling 
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methods appear evident, \Vtth multiple studtes relnng upon samples of srudents who are 

studied m a verv broad sense such as evaluation of their reactions to stressful life events 

(e.g, Arata & Burkhart, 1996; Arora, 1999; Bondurant, 1995; Frazter & Schau ben, 1994) m 

comparison to the: stud\' of specttic clinical samples tdentified through cnsis centres and 

hospttals (e.g., Andre\VS & Brewin, 1990; Cascardi & O'Leary, 1992; Delahanty et al. , 1997; 

Janoff-Bulman & \'\1ortman, 1977). Methodological differences were noted in the 

comments section ofTable 8. 

Lack of clear findings mav also result from the nature of the different events srudted. 

Research m this area has tended to involve survivors of sexual assault/victimisation and the 

exploration of other trauma types has been somewhat limited. The relationship between 

self-blame and adJUStment mtght change according to the type of event. There is some 

support in the literature for this proposition when considering that some events appear 

more likelv to promote self-blame and others to result in other-blame and that the degree of 

emotional response to that blame may also be different according to the type of event. For 

example, studies have reported no relationship bet\veen self-blame and depression in 

victims of sexual harassment Oensen & Gutek, 1982) whereas studies of survivors of rape 

or sexual abuse have found a link bet\veen the t\VO (Feinauer & Stuart, 1996; Frazier, 1990) . 

It must be constdered that there is a clear difference m the objecuve experience of these 

two events. 

Different events suggest different causal questions (Miller & Porter, 1983). For example, 

events may provoke the question as to why the event occurred at all or it may provoke the 

more personal quesuon ''why me?" and lead the indtvidual to constder differences bet\veen 
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themselves and others. For characterological self-blame, the way the mdividu:.l feels about 

the characteristic that IS blamed will also Impact upon adjustment. The charactenstic betng 

viewed as positive versus negative, stable versus unstable, or specific versus global may 

result in differences in the degree and meaning of self-blame (Yliller & Porter, 1983). It ts 

also possible that self-blame IS only detrimental when it activates negattve emotions such as 

shame as observed in Andrews and colleagues (2000) where feelings of shame predicted 

PTSD at six months. It is important to distinguish between self-blame (a causal attribution) 

and shame (an emotional response), as some research has confused the ~vo concepts which 

may also have contributed to the inconsistency in the findings. Other research that has 

made a clear distinction be~veen these responses provides support for the proposition that 

self-blame is only detrimental when it results in feelings of shame (e .g., Feiring, Taska & 

Chen, 2002). It is also possible that different outcomes also result from the differing 

amounts of time be~veen the event and assessment and mdividual differences in the time it 

takes to come to attributional conclusions (Kiecolt-Glaser & \Villiams, 198"7). 

Inconsistency has also been proposed to result from the ,·ariety of different methods of 

measuring blame and causality (Shaver & Drown, 1986). For example, in the original 

research by Janoff-Bulman (1979), behavioural and characterological self-blame 10 rape 

victims were assessed according to the opinion of rape crisis centre staff rather than the 

individuals themselves. Research since that time has required the participants themselves to 

make an attribution about their behaviour or character (e.g., Andrews & Brewin, 1990; 

Arata & Burkhart, 1996; Frazier & Schauben, 1994; Lambert, 2000). 

112 



Different conceptualisations of the terms causality, responsibility and blameworthiness 

between researchers may contribute to the inconsistency of the findtngs. Shaver and 

Drown (1986) suggested that researchers tend to use these terms Interchangeably when they 

should be treated as separate constructs. This suggestion, in part, was based on the 

empirical study by Critchlow (1985) in which participants were asked to rate behaviours on 

four dtfferent questions: "How responsible was the person?", "Do you blame him for what 

he did?", "\'{'as he the cause of the incident?" and "How severely should he be punished?". 

Different attributiOnal patterns were observed; the attribution of responsibility was always 

higher than that of causality and the degree of blame assigned depended on the nature of 

the behaviour and how much responsibility was asstgned (four behaviours were associated 

with alcohol usage) . However. it is proposed that attributions made about hypothetical 

situations involving others might be very different from attributions about a personal event. 

The majority of the studies reviewed asked the participants about blame for the event. For 

these reasons and to avmd confusion, attrtbuoon of blame will be the focus of this research. 

In summary, strong links have been made between different types of self-blame and 

depressive symptomatology but studies that have examined the impact of blame attributions 

upon development of posttraumatic stress symptoms have been more rare . Those studies 

that have explored this concept have Identified that participants who blame another party 

are more likely to develop PTSD (Delahanty et al., 199-:'; Hickling et al., 1999; Lambert, 

2000). However, characterological self-blame has also been linked to tncreased risk of 

PTSD in sexual assault victims (Arata & Burkhart, 1996) and other research has suggested 

that self-blame may activate feelings of shame which was suggested to be predictive of 

PTSD (Andrews et al., 2000) . Although examination of the dtfferenual effectiveness of self 
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versus other-blame has occurred in a variety of contexts, the results remain unclear. \v'hen 

considering that some literature has identified that self-blame may be protective br 

enhancing control, the implications of blame attributions for development of posttraumatic 

stress responses requires further exploration. 

5.1.3 Accessing peritraumatic perceptions of blame 

;\lost studies evaluating the influence of blame have asked participants to attribute blame 

after a great deal of time has passed since the event. It requires the recreation of thoughts 

and feelings that were occurring at the nme of the event. It is poss1ble that pentraumanc 

perceptions of blame arc equally as important and that blame such perceptwns might 

change following the event. Determmation of peritraumatic percepnons 1s difficult. 

However, a four stage guided imagery methodology has been demonstrated to be effcwve 

m prov1ding peritraumatic psycholog~cal and psychophysiolog~cal information. Williams 

(see \X/illiams, Haines & Casey, 2000) developed this methodology in 1986 in relation to the 

defence of a woman charged with filicide (R v. Horton, 1986). It was subsequently 

employed in the examination of multiple events and behaviours, for example, self

mutilation (Brain, Haines, & Williams, 1998, 2002; Brain, Williams, & Haines, 1996; Haines 

et aL , 1995), rvi:VAs (Haines eta!., 2000), bulimia nervosa (Williams, Ha1nes, & Brain, 1995), 

alcohol relapse (Doherty, 1997), obsessive-compulsive disorder (Haines, Josephs, Williams, 

& \'{'ells, 1998), self-poisoning (Dnscoll, Williams, & Haines, 1996; Williams, Haines, Lester, 

& Rooke, 2003), nail-biting (Wells, Haines, & Williams, 1999), Dissociative Identity 

Disorder (Williams, Haines, & Sale, 2003), occupational stress and workplace phobia 

(Carson, Haines, & Williams, 1998; Hames, Williams, & Carson, 2002), and homicidal 
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behaviour (Glading, Williams, & Haines, 2001; Haines, \\' illiams, Sale et al., 2002; \\'illiams 

et al., 2000). 

The methodology involves the idiosyncratic approach also utilised by Pitman and colleagues 

(1987) and by Blanchard and colleagues (1994a; Blanchard, Hickling, Buckley et al., 1996). 

This methodology divides the event experienced into distinct stages; 'Setting the Scene' (the 

environment in which the event occurred); 'Approach' (the lead-up to the event); 'Inctdent' 

(description of the event) and 'Consequence' (what occurred Immediately after the event). 

This allows information about peritraumatlc psychological and psychophysiological 

reactions to be accessed over time (Haines & W1lliams, 1998). 

This methodology mvolves the development of a personalised imagery scnpt of the 

traumatic event that 1s read to the mdividual and then psychological and 

psychophysiological reactions to the Imagery can be obtained. Reading the imagery scripts 

to the participant rather than reliance upon audiotape presentation allO\vs for better 

monitoring of distress levels of the individual. 

5.2 The current study 

The aim of the current study was to further examine the influence of attribution of self

blame versus other-blame on the incidence of psyduatric symptoms following two different 

trauma rypes. This was part of the overall aim to identify what factors protect an individual 

from an adverse response to trauma by testing the components of the integrative model 

(this study tests the contribution of appraisal factors). There were a number of hypotheses. 
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Overall, it was expected that peritraumatic percepuons of blame would be greater for the 

Event and Post-Event scnpts than that Neutral scnpt. Blame was expected to d1ffer across 

the stages of the scripts with the greatest amounts of blame expected Immediately followmg 

the Incident stage of the Event scnpt and conunuing mto the Post-Event scnpt. No 

noteworthy stage differences were expected for blame across the Neutral script. 

As the research has proposed that a perception of malicious intent on the part of the other 

party hinders recovery, it was assumed that those who reported a perception of malicious 

intent would report more posttraumatic stress symptoms than those who reported a 

perception the event was accidental. It was expected on this basis that the clinical groups 

(PTSD/Sub-Clinical/ ASD) might report greater pentraumatic perceptions of other-blame 

than the No Symptoms group. 

Both lVIV A and assault result from human action but assault may be associated with a 

perception of greater intent to harm. A MVA also might have greater capacity to elicit self

blame. For this reason, it was anucipated that the Assault group would display poorer 

adjustment and more posttraumatic stress symptoms as a result of increased perceptions of 

malicious intent. They were expected to report greater peritraumatic perceptions of blame 

towards others on the \'ASs. In comparison the :\-IVA group was expected to report 

greater peri traumatic perceptions of blame towards the self than the Assault group . 

As it has been suggested that blaming another party is most detrimental to recovery 

following exposure to a traumatic event, it was expected that those who blamed others 

would display more posttraumaric stress symptoms than those who blamed themselves. It 
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was also expected that those who blamed others would report greater peritraumatic 

perceptions of other-blame and those \Vho blamed themselves would report greater 

perceptions of self-blame. 

As it was evident that those who blame their behaviour for an event are less likely to 

experience an adverse response, it was expected that those who report behavioural self

blame would display fewer posttraumatic stress symptoms than those who blame their 

character. 

5.3 Method 

5.3.1 Participants 

A description of the total sample was presented in Chapter 4. For the purposes of the 

questionnaire part of the current study, participants \Vere further divided into groups on the 

basis of whether they blamed themselves (n = 19) or another party (n = 48). Further 

consideration was also made about whether the type of self-blame that was present was 

directed towards behaviour (n = 19) or character (n = 0). Table 9 presents the group 

percentages across blame type and diagnosis. 
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Table 9. 

Percentages ojtl1e total sample (N = 67) mrosr dzagnoszs and blame (Jpe. 

Blame Type 

Diagnostic group Self Other 

PTSD 0. 00 lUO 00 

ASD 23 08 76 92 

Sub-Clirucal 58.82 41.18 

No Symptoms 33.33 66.67 

As shown in Table 9, no participants who were diagnosed with PTSD blamed themselves 

for the event. Of those who dtd blame themselves, all blamed their behaviour and nut their 

character. A scarcity of characterologtcal self-blame has been identified 10 previous 

research on depression (Steinhauser, 1997). These issues will be explored later 10 this 

chapter. 

Table 10 presents the group percentages across blame type anJ event type. There was a 

difference between the Assault and ~I\r A groups in thetr appraisal of blame. The [vfV A 

group had an almost even split between self and other blame whereas the Assault group all 

blamed another party. 
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Table 10. 

Percentag1'S ojt/1e total sample p: = 67) across el'enl and blame !Jpe. 

Blame Type 

Event type Self Other 

:\IV.r\ 43.18 56.82 

.-\ssault 0.00 100.00 

Some participants were not included in the imagery part of the current study, as 

pcritraumatic experiences could not be accessed due to the participants' lack of memory for 

parts of the event as a result of injury. The sample for this part of the current study 

included 55 participants. Sample characteristics remam as described in Chapter 4 and group 

percentages across diagnosis and blame type for the participants Involved in this part of the 

study are presented in Table 11. 

Table 11. 

Group percentages for Stuc!J' 2 (n =55) according to diagnosis and blame rype. 

Diagnosis Blame Group 

Self Other 

PTSD 0.00 100.00 

ASD 23.08 76 .92 

Sub-Clinical 50.00 50.00 

No Symptoms 28 .57 7143 

:I . 
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5.3.2 1Vfatedals 

The additional materials used in Study 2 have been presented in Appendix C. 

Assessment of attn.bution of blame 

Blame type was assessed with a Causal Attribution Checklist. This measure was devised by 

the author and consisted of an expanded version of questions used 10 the research of 

Janoff-Bulman (1979) . It contained items related to whom the indivtdual blamed for the 

event they experienced, when this attribution \Vas made, a rating of the Intent of the other 

party and, if they felt they were at fault, whether this was due to the1r behaviour or their 

character (characterologiCal versus behavioural self-blame) . Reliability coeffic1ents for the 

original questions in relation to characterological and behaviOural self-blame have been 

calculated based on a sample of 120 female participants Qanoff-Bulman, 1979). They 

ranged between rx = 0 62 and 0.74, ind1cating the questions to have good internal 

consistency. No validity data were published and no psychometnc evaluations could be 

identified since that time. 

Imagery scripts 

Personalised tmagery scripts (as used in Bram et a!., 1998, 2002; Haines et al., 1995, 1998, 

2002; Haines & Williams, 1998; Wells et al., 1999; \Xlilliams et al., 2003) were utilised 10 this 

study to access pentraumatic perceptiOns about blame . Personalised 1magery scnpts were 

developed for each participant. The scnpts \vere: 
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A) Event: A description of the cognitive, emotional and behavioural aspects of either 

the l\fVA or physical assault the participants had experienced ending at the point of 

cessation of the crash for i\IV A and point of cessation of the physical impact for 

the ass2.ult. 

B) Post-Event: r\ descnptlon of the cognitive, emotional and behavioural aspects of 

the aftermath of the event beginning at the point of cessation of the crash for .MV A 

and point of cessation of the physical impact for the assault and ending upon 

leaving the scene of the event. 

C) Neutral: A descriptio n of an emotionally neutral event (e.g., makmg a hot drink) to 

provide a basis for comparison bcnvecn the traumatic event and neutral for each 

person. 

The Post-Event script was considered important m studying the Immediate aftermath of the 

event for factors that may act to protect an individual from an adverse response to the 

event. 

These scnpts consisted of the four stages of d1rect1ve Imagery (Scene, Approach, Incident 

and Consequence) described above. Only elements reported by participants were mcluded 

in the scripts. \'\'here possible, this was written m their own words. An example of each 

type of imagery script is presented m Appendix C. 

Visual Analogue Scales 

Visual Analogue Scales (VA.Ss; ;..[cCormack, de Horne, & Sheather, 1988) were utilised to 

access information about pentraumatlc perceptions of blame. These VASs were on the 
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dimensions of Feeling no blame tO\vards self/Feeling blame towards self (NoSB / SB), and 

Feeling no blame towards others/Feeling blame towards others (NoOB/OB). An 

example of a Y AS can be found in .Appendix C. The VASs ran on a scale benveen 0 and 

100. For the clinical scales, high scores reflected a more negative experience. 

In addition, to evaluate the accuracy of the imagery, two VASs were utilised. Unclear/Clear 

(U/C) rated the clarity of the image and Not close/Close G'JotC/ C) evaluated the accuracy 

of the information contained in the script. High scores on these dimensions reflected more 

. . . 
posmve expenences. 

V.r\Ss were utilised as they were specifically designed to access internal mood states while 

placing few cognitive demands upon the parucipant (Stern, 2000) . Th.is form of assessment 

has been involved in studies of other research areas such as pain and affect (e.g., Lingjaerde 

& Foreland, 1998; Tamiya et al., 2002). VASs have been demonstrated to provide a rellable 

measurement of affective distress and are useful as they are enable companson of both 

multiple responses within the same individual and w1thin and benveen group compansons 

(}.IcCormack et al., 1988). 

Assessment of trauma specific symptomatology 

Posttraumatic stress symptoms were assessed with the TSI (Briere, 1995) and the IES-R 

0-'(/ e1ss & Marmar, 1997) as described for Study 1. 
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5.3.3 Procedure 

Participants were inter:iewed in an initial session about the event the)· had experienced and 

their ps)·chological reaction to it and the P.-\CCI (Holmes, 1997) or P ASCI (\\'ells, 1999) 

\\·as completed. Participants were then :tsked to describe their relevant traumatic event in 

detail, including what they were thinking, feeling and doing through each aspect of the 

e\·ent and its aftermath. Participants were also interviewed about a neutral event (e.g., 

making a hot drink) to provide a point of comparison. From this interview, the Event, 

Post-Event and Neutral imagery scripts were developed; in the partiCipant's own words 

\Vhere possible. 

In a second one-hour session, the methodology was then explained in more detail to the 

parttctpants. It was explained that each script would be presented beginnmg with a 60 

second baseline. Each stage would then last approximately 60 seconds wtth a 10 second 

pause between stages during which they would be instructed to open their eyes. 

Instructions to maximise the effectiveness of data collection were also given at this time 

(e.g., concentrate on the specific imagery instructions). The participant \vas then asked to 

sit with their eyes closed and image the event as v1vidly as possible. The scripts were 

presented in a counterbalanced order to address habituation. The participants were asked 

to make the VAS ratings in between each script presentation. Key elements of each stage 

were reiterated to facilitate the VAS ratings for each stage of the preceding script. VASs for 

this and the subsequent studies were administered at this time. 

The author administered the imagery scripts and was trained to do so in the same way 

across scripts, in a neutral voice and with constant speed so as to avoid directtng the 
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response of participants. The psychologists supervlstng the author randomly evaluated the 

quality of script presentation 1n order to maintain optimum effecaveness. This approach 

has been utilised 1n a variety of stud1es wnh good re~ults. At the conclusion of the sess1on, 

the partiC!pants were debriefed. 

5.3.4 Design and analysis strategy 

The initial analysis strategy was to 1m:olve all three independent vanables in a 2 (Event type: 

i\fVA, Assault) x 2 (Blame type: Self, Other) x 4 !:Diagnostic group: PTSD, ASD, Sub-

Clinical, No Symptoms) between groups factorial design. However, it became evident 

throughout the course of data collection that none of the participants diagnosed with PTSD 

blamed themselves and so th1s type of analysis would not be possible. Prev10us research 

has established that a 10\ver percentage of participants who blamed themselves developed 

PTSD following a burn Injury (Lambert, 2000). That research found only 6% of its Self

blame group met the diagnostic criteria for PTSD whereas 37% of the Other-blame group 

met the diagnostic cntena. 

It was also intended to explore characterological versus behav10ural self-blame and 

relationships to control, beliefs about future avoidability, and feelings of deservingness for 

the event. Unfortunately, none of the Self-blame group displayed characterological self

blame and so this analys1s was not possible. Analyses mvolving both diagnosis and blame 

type were not possible. As a result the analysis strategy was altered. Although the value of 

a power analysis is recognised, one was not conducted. The use of clirucal samples makes 1t 

exceedingly difficult to obtain sufficiently large sample s1zes and 1nterest was focused on the 

clinical meaning of the results. 
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Analysis 1 involved a one factor between subjects' analysis of the demographics of the 

blame groups. Analysis 2 involved a 3 (Script: Event, Post-Event, Neutral) x 4 (Stage: 

Scene, Approach, Incident, Consequence) within subjects design with repeated measures 

with the dependent variables being the VAS data across the total sample 

Analysis 3 involved a one factor between subjects analysis of the causal attribution data 

across event type, a 3 (Script: Event, Post-Event, Neutral) x 4 (Stage: Scene, Approach, 

Incident, Consequence) x 2 (Event type: ivfV A, Assault) mixed factonal design with 

repeated measures with the dependent variables being the VAS data, and a one factor 

between subjects analysis of the trauma-specific symptomatology across event type. 

Analysis 4 involved a one factor between subjects analysis of the causal attribution data 

across diagnostic groups and a 3 (Script: Event, Post-Event, .Neutral) x 4 (Stage: Scene, 

Approach, Incident, Consequence) x 4 (Diagnostic group: PTSD, ASD, Sub-Clinical, ~o 

Symptoms) mixed factonal design w1th repeated measures \VIth the dependent variables 

being the VAS data. 

Analysis 5 involved a one factor between subjects analysis of the causal attnbution data 

across blame type, a 3 (Script: Event, Post-Event, Neutral) x 4 (Stage: Scene, Approach, 

Incident, Consequence) x 2 (Blame type; Self, Other) mixed factorial design with repeated 

measures with the dependent variables bemg the VAS data and a one factor bet\veen 

subjects analysis of the trauma-specific symptomatology across blame type. 
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5.4 Results 

5.4.1 Overview 

The demographics of the blame group \Viii be described followed by a description of 

differences in causal attributions across diagnostic group, event types, and blame types and 

trauma specific symptomatology across event type and blame type. Descnptive statistics 

were generated and ANOVA, chi-square and t test analyses were calculated. The Huyhn

Feldt correction was applied to the ANOVA results for the imagery section of the study 

and a Bonferroni correction for the questionnaire sections. Fisher's Least Significant 

Difference \Vas utilised for post hoc testing. A significance criterion of .05 was adopted 

excepting where a Bonferroni adjustment \'Vas required. The significance criterion m such 

cases will be reported in the relevant section. 

5.4.2 Analysis 1- Demographics ofthe blame groups 

Demographic information across the two blame groups was considered. There was no 

significant difference between the Self-blame group ().I = 21 .79, SD = 6.29) and Other

blame group (M = 25 69, SD = 10 12) in age in years, 1(65) = 1.56, p >0.05. This \Vas also 

true for the age at the time of the event, 1(65) = 0.64, p >0.05. The Self-blame mean age (M 

= 18.89, SD = 2.88) \vas not sigmficantly different than the Other-blame mean age Q\f = 

19.90, SD = 6.60). There were no significant differences in relation to sex or marital status. 

Table 12 presents the group percentages and chi-square values. 
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Table 12. 

Group percentages and c/;i square anab'sis of tbe demographic data acros.r blame l)pe. 

Variable Blame type Analysis Results 

Self Other df N p 

Sex i\Iale 1818 81.82 1.67 67 >0.05 

Female 33.33 66 67 

C>Iarital status Single 73.68 75 ()() CUJ2 2 67 >0.05 

Married/ de facto 15.79 14.58 

Separated/ Divorced/ 10.53 10.42 

\Vidmved 

5.4.3 Analysis 2- VAS dimensions across the total sample 

The V.\S ratings for the total sample were considered. J\{eans and standard deviations for 

these analyses are presented in Appendix D . There were significant scnpt differences on 

the VAS dimensions U / C, F(2,102) = 12.16, p <0.0001 and NotC/C, F(2,102) = 22.14, p 

<0.0001. There \vas a higher mean score for the Neutral script than for the Event and 

Post-Event scnpts on both dimensions. Nevertheless, all raongs were wtthm acceptable 

limits. 

Significant Script by Stage interactions \vere also evident for NoSB / SB, F(2, 1 02) = 15.84, p 

<0.0001, and NoOB/OB, F(2,102) = 29 .77,p <0.0001. 
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1Vo Self-blame/Self-bl:lme 

The signiticant Script by Stage inrer:1ction CYident for ~oSB/SB :1cross the tot:1l sample is 

presented in Figure 6. 
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Figure 6. The mean ratings for the NoSB / SB dimensiOn for each stage of the E'ent, Post-

Event and ~eutral scripts across the total sample. 

Post hoc testing indicated that greater self-blame was evident for the Event and Post-Event 

scripts than the Neutral script at the Incident and Consequence stages Self-blame \Vas also 

greater during the Post-Event scnpt than the Event or Neutral scripts at the Scene and 

Approach stages. The results of the post hoc tests are presented tn Table 13 
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Table 13 . 

T/;e post hoc ana!pes for tbe beht'eeJi script differmw at each stage for 1\ -oSB/SB amw the total sample 

(dj= 2, 102). 

VAS 

:\'oSB/SB 

Stage 

Scene 

App 

Inc 

Cons 

ANOV A Results 

F p 

36.04 <0.0001 

29.63 <0 0001 

30.78 <0 0001 

33.69 <0 0001 

Post hoc test results 

Fisher Difference 

815 P>E, P>N 

8.63 P>E/ :0:, E>'N 

!)78 E >N, P>N 

8 82 E>N, P>N 

Post hoc testing indicated that when across stage changes were examined, greater self-blame 

\Vas reported at the Incident and Consequence stages of the Event scnpt than at the Scene 

and Approach stages. No signitlcant stage differences were evident on the Post-Event 

script. Greater self-blame was repo rted at the Scene stage of the Neutral script than at the 

Consequence stage. Table 14 presents the post hoc test results. 

Table 14. 

The post hoc anab•ses for the bet1veen stage differences/or 1\ 'oSB/ SB across the total sample. 

VAS Script ANOV A Results Post hoc test results 

df F p Fisher Difference 

NoSB/SB Event 3,162 18.82 <0.0001 7.22 3>1 / 2, 4>1/2 

Post 3,153 1.24 >0.05 

Neutral 3, 1(J2 3.40 <002 1.52 1> 4 
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JVo Other-blame/Other-blame 

The significant Script by Stage interaction e\·idcnt for ~oOB/OB across the total sample is 

presented in Figure-:_ 
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Figure 7. The mean ratings for the NoOB/OB Jimenston for each stage of the Event, Post-

Event and ~eutral scnpts across the total sample. 

Other-blame was obserYed to be greater during the EYent and Post-Event scripts than the 

Neutral script overall. There was greater other-blame during the Post-Event script than the 

Event or Neutral scnpts at the Scene and Approach stages. Table 15 presents that post hoc 

test results . 
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Table 15. 

The post !Joe ana{)'ses for t/;e beh/JeeJI script d~jferenm at eadJ stage for i'\'oOB/ OB acroH the total sample 

(df = 2, 1 02). 

VAS 

0:oOB / OB 

Stage 

Scene 

App 

Inc 

Cons 

ANOV A Results 

F p 

70 90 <0.0001 

-;0.55 <0.0001 

62.66 <0.0001 

65.43 <0.0001 

Key: App=.:\pproach, Inc=Incident, Cons=Conscqucnce 

Post hoc test results 

Fisher Difference 

9.08 P>E, P>N 

9.23 P>E/N, E>N 

9.97 E>N, P>N 

10.21 E>N, P>N 

\'V'hcn examining across stage changes, other blame was observed to be greater at the 

Incident and Consequence stages of the E\·ent script than at the Scene or Approach stages. 

Other-blame \Vas also greater at the Scene and Approach stages than the Incident and 

Consequence stages of the Neutral script. Table 16 presents the post hoc test results. 

Table 16. 

The post hoc anab'ses for the betzFee/1 slaJ!.C d~fjen:nces for NoOB / OB czcross the total sample. 

VAS Script ANOV A Results Post hoc test results 

df F p Fisher Difference 

NoOB/OB Event 3,162 44.03 <0.0001 8 71 3>1 / 2, 4>1 / 2 

Post 3,153 023 >0.05 

Neutral 3,162 7.66 <0.0001 1.06 1>3/ 4, 2>4 
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5.4.4 Analysis 3- Causal attn'bution and symptomatology across event type 

Causal attn'bution 

After a Bonferrom adjustment resulted m a stgruficance cntenon of ().()25, a stgmficant 

difference was evtdent tn the attnbutton of blame for the event as noted on the PACCI or 

PASCI. Table 17 presents the group percentages and chi-square analysts results . 

Sigmficantly more parttcipants than expected who experienced a Mv'A blamed themselves 

for the event. Sigmficantly more participants than expected who experienced an assault 

blamed another party for the event. There was no sigmficant dtfference according to when 

the blame was attributed. 

Table 17. 

Group percentages and chz square ana{J'SZS of the Causal Attribution Checklist data across event type. 

Variable Event type Analysis results 

l\fVA Assault r df N p 

Responstble Self 3409 ()()() 14.33 3 67 <0.003 

Other 45.46 86.% 

Both 11.37 13 04 

None 9.09 0.00 

\vben attributed Dunng 1S.91 26.09 2.54 5 67 >0.05 

Immedtatel y after 52.27 34.78 

< day 13.64 13.04 

<week 6.82 8.'0 

<month 4.55 4.35 

>month 6.82 13.04 
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I 

For the Causal Attnbutwn Checklist, a Bonferroni correction was applied producing a 

significance cntenon of 0.003 The IvfVi\ group reported s1gnificantly more self-blame and 

blame towards their behaviour w1th trends tO\vards blame of circumstances or chance and a 

higher rating of deservingness for the event. The Assault group reported a significantly 

greater perception of intent to harm and demonstrated trends towards d1recting blame 

towards a greater number of other parties and towards a significant other. No significant 

differences were noted m blame towards character or feeling the event was avoidable. 

Table 18 presents the means, standard dev1at1ons and t values. 

I 
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T:thlc IS . 

. \ {(.,'!."_i, .i.~_:l;;:':.:r,/ d: :·::,·.J: 1,1.' .i, :ll,'d / / c" .l/ .:1.":1/J'.i/.i f!f //1( ( . ;l:f _;,~· / . ·i//1:'/1.'1/!0/,' (~/;n -/:/tJ.' tftj' l:l , /d 'fl.f.i r1't'N/ /J/'c". 

\'ari :tblt: EYent type Analysis Results 

:'11\':\ Assault p Diff 

l\1 SD l\1 SD 

:\:umber bbmecl 1.-1 I .. o.c,c,) t.s- ifl.<J2) 2.3() <II. I 1:1 .\>:.I 

Sdt-hhmc ( 100) -1.1.52 ' -\1.5.3) ).(,=j ( 12.(,.1, -1.0- <0.1 II II II \I>:\ 

Si i_.:nificant othc.:r ( \IH)J ).<).) (liU 9) 19.35 (30.09) ., .,-___ ::> < 0.0.3 :\ > ~1 

Othc.:r-bbmc.: (1()(1) 5n.-3 (-1-1.0)) -5.no \-II.":' 5) 2.1S <0.0-1 .\>.\1 

I ntc.:nt to harm (3) 0.91 (n.-n 2.-JS (0.- 3) l1Hd <0.11001 :\>~1 

13bmc.: Sc.:! f (6) 2.-s (I S-1) 1.5- ill. 90) 2.96 <O.U05 .\I>:\ 

Bbmc Othc.:r (C11 .3.68 (2.1-1) ::;_-s (0.-.J) -1.56 <O.IlOOI :\> .\! 

Circumstances (6) 3.-13 (1.5-) 2.-1-1 ( 1.6 -) 2.33 <0.03 .\I>:\ 

Cluncc (C1) 3.UO (1.51 ) 1.8'"' (1.49) 2.8-1 <o.oo- l\1 > :\ 

Clnractcrological SB (6) 2.03 ( 1.30) !.52 (l. ICJ) !.52 >0.05 

13c.:ha\-iour:t! SI3 (6) 2 -~ (1.93) 1.30 (0.64) 3.55 <11.0008 \[>.\ 

Dcscrn:d cn:nt (6) ~.-o (IX') 1.09 (0.-12) 1.96 <0.06 .\[> ;\ 

:\ ,-oidablc (6) 3.35 (I. -s) 3.35 (2.01) 0.00'7 >0.05 

~B. The number in brackets n:f<.:rs to the highc~ t end of the raung 

Visual analogue scales 

Signitlont Script by Stage b~· En:nt type interactions were obscrYcd for 0-:oSB/SB, 

F(6,300) = 3.13, p <0.04, and :\:oOB / 0£3, F(6,300J = 4.22, p <0.009 . . \table presenting 
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the mean scores and standard deviations across the two event types (i\fVA and Assault) can 

be found in Appendix D. 

No Self-blame/Self-blame 

The signiticant Script by Stage by Event type difference evident for NoSB / SB across event 

type is presented in Figure 8. 

r-------------, 

j--+- Event I'vlV I\ I 
~ ~Event Assault 

1 

J--Post (vfVA i 
11-8- Post Assault I 
I___._... Neutral I'vlVA 

1-b- Neutral Ass~~ 

Scene Appr Inc Cons 

Script stage 

Figure 8. The mean ratings for the NoSB/SB dimension for each stage of the Event, Post-

Event and Neutral scripts across event type. 

There were significant differences between the event types in self-blame responses. A 

significantly higher level of self-blame was observed for the rvfV A group than the Assault 

group on the Post-Event script at the Scene, Approach and Incident stages. No other 

significant differences were noted. Table 19 presents the t-test results. 
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T:tble 19. 

The bchret·n n·mt !Jpe rl{[fmnm for the smpt 0' stage 0· a·e1JI !Jpc interaction for NoSB/ SB. 

Script Stage Post hoc test results 

t p Difference 

Event Scene 0.65 >0.05 

df= 53 Approach 0.24 >0.05 

Incident 1.01 >0.05 

Consequence 1.72 >0.05 

Post-E\-ent Scene 2.23 <0.04 1\.I>A 

dj= 50 Approach 2.02 <0.05 M>A 

Incident 202 <0.05 M>;\ 

Consequence 1.63 >0.05 

Neutral Scene 0.48 >0.05 

dj= 53 A.pproach 1.03 >0.05 

Incident 0.18 >0.05 

Consequence 1.43 >0.05 

Script differences were evident between the event types. A higher self-blame rating was 

observed for both groups for the Event and Post-Event scripts than the Neutral script, at 

all stages for the MVA group and at the Incident and Consequence stages for the Assault 

group . A higher rating on the Post-Event than the Event script was evident for the i'vfV A 

group at the Scene and Approach stages . Table 20 presents the ANOVA and Post hoc 

tests results for the script differences. 
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Table 20. 

The between script d{fferr:nces for the smpt tJ' stage~)' e/!Cn! DPe interaction for l\'oSB/ SB. 

Event type Stage A.t"l'OV A Results Post hoc test results 

F p Fisher Difference 

l\f\' A Scene 38.34 <0.0001 10.07 P> E/N 

dj= 66 App 2'7.47 <0.0001 11.16 P>E/N, E>N 

Inc 26.59 <0.0001 1135 E>N, P>N 

Cons 29.86 <0.0001 11.65 E> N, P>N 

Assault Scene 4.41 <0.02 12.51 P>N 

df= 34 App 4.38 <0.03 12.76 P>N 

Inc 5.79 <0.007 13.42 E>N, P>N 

Cons 620 <0.005 11 .87 E>N, P>N 

Key: App=Approach, Inc=Incident, Cons=Consequence 

The MVA group had a higher mean rating of self-blame on the Event script at the Incident 

and Consequences stages than at the Scene and Approach stages. There was also a higher 

rating at the Scene stage than at the Consequence stage for the Neutral scnpt. In 

comparison, the Assault group evidenced no significant stage differences. Table 21 

presents the ANOV A and post hoc test results for the stage differences. 
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Table 21. 

Tbi' belli' Cell stage d~f)i:n:nrcsfort/;t: mipt b)' stagl' 1!)' e!'clltf)'jJe inlemdion for SoS 13/ SB. 

E,·ent Type Script Al'-JOV A Results Post hoc test results 

df F p Fisher Difference 

.\[\';\ EYcnt 3,108 J7.9i <0.0001 9.41 3>1/2, 4>1/2 

Post 3,99 1.05 >0.05 

Neutral 3,108 2.80 <0.05 2.01 1>4 

Assault Event 3,51 2.71 >0.05 

Post 3,51 O.J4 >0.05 

Neutral 3,51 1.32 >0.05 

.No Other-blame/Other-Blame 

The significant Script by Stage by Event type evident for NoOB/OB is presented in Figure 

9. 
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Figure 9. The mean ratings for the NoOB/OB dimension for each stage of the event, Post-

Event and Neutral scripts across event type. 
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There were significant differences berween the event types for other-blame .r\ higher level 

of blame towards others \vas observed for the Assault group than for the :\fV A group at the 

Consequence stage of the Event script and all stages of the Post-Event script. .r\ trend was 

also evident for the Incident stage of the Event script. Table 22 presents the means, 

standard deviations and t-test results for the event type differences. 

Table 22. 

The betll/een event f)pe differences for the script by sta.ge 0' ezJeFtt f)pe interaction for NoOB/ OB. 

Script Stage 
Post hoc test results 

t p Difference 

Event Scene 026 >0.05 

df= 53 Approach 0.90 >0.05 

Incident 1.93 <0.06 A>~1 

Consequence . 2 95 <0.005 A>rv1 

Post-Event Scene 2.96 <0.005 i\>M 

df= 50 Approach 2.85 <0.00"7 A>M 

Incident 3.05 <0.004 A>M 

Consequence 2.14 <004 1\>M 

Neutral Scene 0.47 >0.05 

df= 53 Approach 1.05 >0.05 

Incident 0.99 >0.05 

Consequence 0.94 >0.05 
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Script differences were evident between the e\·ent types in other-blame. Both groups 

reported more other blame in the Event and Post-E,·ent scripts than the :--.:eutral script at 

all stages. The Post-Event script elicited more other-blame than the Event script at the 

Scene :md Incident stages. Table 23 presents the A.l\:OVA and post hoc tests results. 

Table 23. 

Thr behreen script difj~rmces for the script l~r stage I!)' event l)pe interaction for NoO B/ OB. 

EYent type Stage ANOV A Results Post hoc test results 

F p Fisher Difference 

;._f\'A Scene 2/.07 <0.000 1 11.67 P>E/ N 

dj= 66 App 33.17 <0.0001 11.25 P>E/N 

Inc 28.02 <0.0001 12.22 E>.N, P>0l 

Cons 28.58 <0.0001 12.92 E>N, P>0l 

Assault Scene 86.00 <0 0001 11.85 P>E/ N 

dj= 34 App 46.64 <0.0001 15.37 P>E/ 0:, E>N 

Inc 45 .38 <0.0001 16.23 E>N, P>N 

Cons 53.28 <0.0001 15.43 E>N, P>N 

Key: App=Approach, Inc=Incident, Cons=Consequence 

In both groups, ratings of other-blame were observed to be higher at the Incident and 

Consequence stages than at Scene and Approach stages on the Event scnpt. There were 

additional differences for the 1vfVA group with stage differences observed across the 

Neutral script; the amount of other-blame \vas higher at the Scene stage that at all other 

stages and higher at the Approach than Consequence stages Table 24 presents the 

AN OVA and post hoc tests results . 
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Table 24. 

TIJe behm11 stage d~ffmnces for tiJe strip! /Jj' stage~)' mnt IJ'Pe interaction for i\.'oOB/ 013. 

EYent Type Script ANOV A Results Post hoc test results 

df F p Fisher Difference 

l\fV:\ Event 3,108 20.--::4 <0.0001 10.01 3>1/2, 4>1/2 

Post 3,99 0.68 >0.05 

Neutral 3,108 6.92 <0.0003 1.22 1>2/ 3/4, 2>4 

Assault Event 3,51 28.74 <0.0001 15.85 3>1/2, 4>1/2 

Post 3,51 0.16 >0.05 

Neutral 3,51 1.48 >0.05 

Trauma specific symptomatology 

Table 25 presents the means, standard deviations and t test results on the TSI and IES-R. 

After a Bonferroni adjustment that resulted in a significance cntenon of 0.005, significant 

differences were evident on 3 of the 10 clinical scales of the TSI. These included D, IE, and 

DA In addition trends were noted on AA and DIS. On all of these scales, the Assault 

group had a higher mean score than the J'viVA group. No differences were noted on any of 

the validity scales and none of the scores reached the cut-off of 65 indicating all the profiles 

were valid. With a corrected significance criterion of 0.012, significant differences were 

evident on the Intrusion and Total scores of the IES-R. Trends were noted on the 

Avoidance and Hyperarousal subscalcs. On all scales, the Assault group had higher scores 

than the rvfV A group. 
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Table 25. 

The means, standard de[Jiatzons and t test results for the TSI and IES-R mroJs event rype. 

Subscale Event Type Analysis results 

MVA Assault t p Diff 

M SD M SD 

TSI Clinical scales 

AA 51.14 (11 71) 58 .05 (10.10) 2.35 <0.02 A>i'vi 

D 50.28 (7.89) 5855 (9.83) 3.67 <0.0005 A>M 

AI 52.95 (10.12) 55.96 (10.69) 1.11 >0.05 

IE 49.58 (8 .1 0) 60.23 (11.63) 4.31 <0.0001 A>i'vi 

DA 49.'72 J .94) 59.59 (8.81) 4:)7 <0 0001 A>M 

DIS 53.63 (9.02) 5946 (1 0.24) 2.35 <0 .03 A> M 

sc 49.93 (9.57) 5314 (9.93) 1.26 >0.05 

DSB 51.98 (11.19) 53.27 (9.47) 046 >0.05 

ISR 52.44 (8 83) 56.59 (H.81) 1.79 >(LOS 

TRB 52.98 (lll09) 5496 (11.83) 0.71 >0.05 

TSI Validity scales 

ATR 49.21 (6.70) 51.64 (7.94) 1.30 >0.05 

RL 46.86 (6.48) 46.59 (9.48) 0.14 >0.05 

I~C 39.35 (4.83) 42.59 (9.89) 1.78 >0 05 

IES-R (df=65) 

Intrust on 5.39 (6.05) 10.52 (7 90) 2.79 <0.01 A>M 

Avotdance 5.86 (6.80) 10.56 (7.62) 2.58 <0.02 A>i'vi 

Hyperarousal 4.64 (5.98) 8.83 (8.75) 2.31 <0.03 A>M 

Total 15.64 (17.47) 29.61 (22.63; 2.80 <0.01 A>M 

Key: At\=anxious arousal, D=depresston, Al=anger/trritabtliry, IE=mtrustve expe nences, DA=defenstve 
avOidance, DIS=dlssoctatJOn, CS=sexual concerns, DSB=dysfuncoonal sexual behaviour, ISR=unparred self-
reference, TRB=tension-reducoon behavtour, RL=response level, A TR =atyptcal response and 
INC=mconststent response. 
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5A.5 Analysis 4- Causal attdbution across diagnosis 

Causal attribution 

The following analyses highlighted hO\v and when blame \Vas attributed for the events 

experienced. A chi-square analysis indicated a stgruficant difference according to who was 

blamed for the event, /(9, N = 67) = 17.19, p <0.05. Table 26 tncludes the group 

percentages across the four dtagnostic groups . Post hoc testtng tndicated that significantly 

more participants than statistically expected in the Sub-Clinical group blamed themselves. 

There was no difference according to when this blame was attributed, i (15, N = 67) = 

15.09, p >0.05. 

Table 26. 

Group percentages for the Ca11sal Attribution Checklist data ao-ross dzagnosts. 

Variable Diagnostic group 

PTSD ASD Sub No 

Responsible Self 0.00 15.38 47.06 27.78 

Other 73.68 69.23 29.41 66.67 

Both 21.05 7.69 1-:'.65 0.00 

None 5.26 7.69 5.88 5.56 

\'{!hen blame attributed During 21.05 0.00 29.41 22.22 

Immedtately after 36.84 69.23 35.29 50.00 

< day 15.79 7.69 11.77 16.67 

<week 0.00 15.39 11.'7 5.56 

<month 5.26 0.00 5.88 5.56 

>month 21.05 7.69 5.88 0.00 
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After a Bonferroni correction that resulted in a significance criterion of 0.003, trends were 

e\·ident for ratings of self-blame, significant other blame, intent to harm, other-blame, and 

behavioural self-blame. Table 27 presents the means, standard deviations, F values and post 

hoc test results. Post hoc testing tndicated that the PTSD group reported a higher rating of 

blame for significant others than all other groups. They also reported more other-blame 

and the other party to have significantly more intent to harm than the Sub-Clinical and No 

Symptoms groups. The ASD group also reported the other party to have more intent to 

harm than the Sub-Clinical group. The Sub-Clinical group had significantly higher ratings 

of self-blame and behavioural self-blame than all other groups. 
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Table 27. 

Means, standard deviations, and Anafysis of Variance (ANO VA) of Clinical interview blame data across diagnosis. 

Variable Diagnostic group Analysis results 

PTSD ASD Sub-Clinical NoSymp F(3,66) p Difference Fisher 

M SD M SD M SD M SD PLSD 

Number Blamed 1.79 (0.98) 1.69 (0.75) 1.59 (0.80) 1.22 (0.43) 1.86 >0.05 

Self-blame (out of 100) 7.63 (13.68) 30.00 (43.20) 61.47 (43.08) 25.83 (38.01) 6.99 <0.01 Sub>PTSD 23.78 

Sub>ASD/No 26.24 

Significant other (100) 27.11 (41.81) 0.23 (0.83) 0.00 (0.00) 5.56 (23.57) 4.52 <0.01 PTSD>ASD 18.33 

PTSD>Sub 0.17 

PTSD>No 16.75 

Other-blrune (100) 64.74 (44.55) 69.77 (43.04) 37.94 (42.24) 65.28 (44.54) 1.81 >0.05 

Intent to harm (out of 3) 1.89 (0.94) 1.69 (0.85) 0.94 (0.90) 1.28 (0.83) 4.04 <0.05 PTSD>Sub 0.59 

PTSD>No 0.58 

ASD>Sub 0.65 

Blame self (out of 6) 1.89 (1.18) 2.25 (1.60) 3.20 (2.11) 2.00 (1.46) 2.14 >0.05 

(Table contillfleJ) _. 
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Table 27 (continmd) 

Blame other (6) 5.78 (0.55) 4.42 (2.23) 

Circumstances (6) 2.78 (1.86) 2.75 (1.36) 

Chance (6) 2.67 (1.97) 2.58 (1.62) 

Characterological SB (6) 1.78 (1.17) 1.50 (1.17) 

Behavioural self-blame (6) 1.39 (0.98) 1.58 (0.90) 

Deserved event (6) 1.00 (0.00) 1.58 (1.08) 

Avoidable (6) 3.11 (2.03) 3.17 (1.75) 

NB. The nwnber in brackets refers to the highest end of the rating 

3.33 

3.73 

2.47 

2.47 

3.80 

2.00 

3.80 

(1.88) 4.13 (2.36) 5.18 <0.01 PTSD>Sub/No 1.28 

(1.49) 2.93 (1.79) 1.16 >0.05 

(1.30) 2.53 (1.46) 0.04 >0.05 

(1.25) 1.53 (1.36) 1.91 >0.05 

(1.86) 2.13 (1.81) 8.58 <0.01 Sub>PTSD 1.02 

Sub>ASD 1.13 

Sub>No 1.07 

(1.73) 1.40 (1.30) 2.00 >0.05 

(1.78) 3.33 (1.91) 0.42 >0.05 



Visual analogue scales 

There were no significant differences observed bct\veen the diagnosuc groups on the 

VAS dimensions NoSB/SB, F(18, 288) = 1.44,p >0.05, or NoOB/ OB, F(18, 288) = 

0.80, p >0.05. A table in Appendix D presents the means and standard deviations 

involved in these analyses. 

5.4.6 Analysis 5- Causal attribution and symptomatology across blame type 

Causal attribution 

A significant difference was noted bet\veen the blame groups according to who was 

blamed for the event. Table 28 presents the group percentages and chi-square analysis 

results. Significantly more parucipants than statistic:11ly expected In the Self-blame 

group blamed themselves and more participants in the Other-blame group blamed 

others. No significant difference \vas noted accordmg to the ume \vhen blame was 

attributed. 
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Table 28. 

Group percentages and chi square ana/pis of clinical inteniell' blame data across blame !Jpe. 

Variable Blame type Analysis results 

Self Other x2 df N p 

Responsible Self 78.95 0.00 59 00 3 67 <0.0001 

Other 0.00 83.33 

Both 5.26 14.58 

None 15.79 2.08 

\\!ben attributed During lO.S:) 22.92 7.66 5 67 >0.05 

Immecliately after 52.63 43.75 

< day 5.26 16.67 

<week 15.79 4.17 

<month 10.53 2.08 

>month 5.26 10.42 

A Bonferroni correction produced a stgruficance cntenon of 0.003 for the Causal 

attribution data across blame type. Stgruficant differences between the blame groups 

were evident for self-blame rating, other-blame rating, intent to harm, and behaviOural 

self-blame ratings. Trends were noted for feelings of deservmg the event, blame for 

circumstances, and blame towards character (characterological self-blame). Table 29 

presents the means, standard deviations and t values. The Self-blame group blamed 

themselves and circumstances more than the Other-blame group. They also reported 

more characterological and behavioural self-blame. The Other-blame group reported 

more other-blame and more intent to harm on the part of the other party. 
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Table 29. 

MeaJIS, standard deviations, ANO VA and post hoc tests of Causal Attrib11tio11 Checklist data across bla!lle type. 

Variable Blame type Analysis results 

Self Other t df p Difference 

M SD M SD 

Number blamed 1.32 (0.48) 1.67 (0.86) 1.68 65 >0.05 

Self-blame (100) 86.58 (18.93) 8.33 (18.94) 15.24 65 <0.0001 S>O 

Significant other 0.00 (0.00) 12.88 (31.78) 1.76 65 >0.05 

Other rating (100) 10.79 (18.88) 78.17 (36.44) 7.64 65 <0.0001 O>S 

Intent to harm (3) 0.68 (0.58) 1.75 (0.89) 4.83 65 <0.0001 O>S 

Blame Self (6) 4.12 (1.67) 1.66 (1.06) 6.79 58 <0.0001 S>O 

Blame Other (6) 1.44 (0.73) 5.59 (0.82) 17.92 58 <0.0001 O>S 

Circumstances (6) 3.88 (1.26) 2.75 (1.71) 2.4 58 <0.02 S>O 

Chance (6) 2.62 (1.20) 2.55 (1.72) 0.17 58 >0.05 

Characterological self-blame (6) 2.38 (1.09) 1.64 (1.28) 2.05 58 <0.05 S>O 

Table COIIfilllleJ -..,.. 
\0 
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Table 29 (continued) 

Behavioural self-blame (6) 4.31 (1.70) 

Deserved event (6) 2.12 (1.75) 

Avoidable (6) 4.06 (1.69) 

NB. The munber in brackets refers to the highest end of the rating 

c 
~ 
V) 

1.45 (0.90) 8.42 58 <0.0001 S>O 

1.23 (0.86) 2.66 58 <0.01 S>O 

3.09 (1.87) 1.83 58 >0.05 

... ---



Visual analogue sc:-zles 

Signiticant Script by Stage by Blame type interactions were norecl for NoSB/ SB, 

F(6 ,300) = 4.76, p <0.005, ancl 1\:oOB/OB, F(6,300) = 6.95, p <0.0003. A table 

presenting the means ancl stanclarcl cleviations involvecl in these analyses can be founcl in 

Appenclix D. 

1Vo Self-blame/Self-blame 

Figure 10 presents the VAS data for NoSB/SB for three scripts across the two blame 

groups. 
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Figure 10. The mean ratings for the NoSB/SB dtmension for each stage of the Event, 

Post-Evem and Neutral scnpts across blame type. 

There were significant between group differences in feelings of self-blame. The Self-

blame group repartee! stgnificantly more self-blame from the Inctdent stage of the 

Event script through to the Consequence stage of the Post-Event scnpt. All other 

between group differences \Vere not significant. Table 30 presents these analysis results. 
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Table 30. 

Tbe be!JI!een blame group differences for tbe script b)· J!age b)' blame fJpe ill!erar:tioll for NoSB/ S B. 

Script Stage Analysis results 

t p Difference 

EYent Scene 0.56 >0.05 

dj= 53 ~·\pproach 0.31 >0.05 

Incident 2.71 <0.009 S>O 

Consequence 3.52 <0.0009 S>O 

Post~Event Scene 2.88 <0.006 S>O 

dj= 50 Approach 2.32 <0.03 S>O 

Incident 3.42 <0.001 S>O 

Consequence 4.33 <0.0001 S>O 

Neutral Scene 0.09 >0.05 

dj= 53 Approach 1.45 >0.05 

InCident 1.45 >0.05 

Consequence 1.48 >0.05 

Sigruficant scnpt differences were observed on the NoSB/SB dtmenston and the post 

hoc test results are presented in Table 31. The Event and Post-Event scripts were rated 

more highly on the dimensiOn of self-blame than the Neutral scnpt. Participants tended 

to blame themselves to a greater degree on the Event scnpt at the Incident and 

Consequence stages and on the Post-Event scnpts at the Scene and Approach stages. 

The pattern of response was the same for both blame groups. 
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Table 31. 

The beflveen scnpt dzjjerences for the scnpt f?J• stage l?J· blame rype mteractzon on tbe T--:45 rating 

N oSB/ SB. 

Blame type Stage A..'\JOVA results Post hoc test results 

df F p Fisher Difference 

Self Scene 2,26 26.76 <0.0001 16.46 P>EiN 

App 15.65 <0.0001 20.16 P>E/N 

Inc 25.09 <0.0001 18.44 E>N, P>N 

Cons 39.57 <0.0001 16.68 E>N, P>N 

Other Scene 2,74 17.43 <0.0001 8.84 P>E/ N 

App 16.36 <0.0001 8.94 P>E/N 

Inc 14.07 <0.0001 9.09 E>N, P>N 

Cons 13.71 <0.0001 8.91 E>N, P>N 

Key: :\pp=Approach, lnc=Inc!dent, Cons=Consequence 

Table 32 presents the between stage differences. Sigruficant differences were observed 

for the Self-blame group on the Event scnpt with greater feelings of self-blame at the 

Incident and Consequence stages than at the Scene or Approach stages. The Other

blame group also reported greater self-blame at the Incident and Consequence stages of 

the Event scnpt and at the Scene and Approach stages of the Post-Event script. 
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Table 32. 

The betzveen stage differences for the script ~)' stage by blame type interactzon on the VAS ratmg 

NSB/SB. 

Blame type Stage ANOV A results Post hoc test results 

df F p Fisher Difference 

Self Event 3,39 16.10 <0.0001 17.28 3>1 /2, 4>1/2 

Post 1.59 >0.05 

Neutral 2.01 >0.05 

Other Event 3,120 ""'.76 <0.0001 6.91 3>1/2, 4>1 / 2 

Post 3,111 2.991 <0.04 5.81 1>3,1>4, 2>4 

Neutral 3,120 1.82 >0.05 

No Other-blame/ Other-blame 

Figure 11 presents the VAS data for NoOB/OB for three scnpts across the two blame 

groups. 

Gr----~Dar----~DT----,0 

Scene Appr Inc Cons 
Script stage 

-+-Event Self 

~Event Other 

-Post Self 

-8- Post Other 

_._ .\!eutral Self 

1-fr- Neutral Other 

Figure 11. The mean ratmgs for the NoOB/OB d1mension for each stage of the Event, 

Post-Event and Neutral scripts across blame type. 
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There were significant between blame group differences for the Event and Post-Event 

scnpts. The Other-blame group reported higher raungs of other-blame for the Incident 

and Consequence stages of the Event scnpt and all stages of the Post-Event scnpt. All 

other between group differences were not sigruficant. The results of the post hoc 

analyses are presented m Table 33. 

Table 33. 

The betJveen blame group dijferences for the script b)• stage qy blame (Jpe interaction for NOB/ OB. 

Script Stage Analysis results 

t p Difference 

Event Scene 0.55 >0.05 

elf= 53 Approach 1.42 >0.05 

Inctdent 4.55 <0.0001 O>S 

Consequence 4.87 <0.0001 O>S 

Post-Event Scene 6.61 <0.0001 O>S 

elf= 50 Approach 8.31 <0.0001 O>S 

Incident 8.79 <0.0001 O>S 

Consequence 7.02 <0.0001 O>S 

Neutral Scene 0.26 >0.05 

elf= 53 Approach 1.36 >0.05 

Incident 1.16 >0.05 

Consequence 1.08 >0.05 
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Significant script differences were evident for the Other-blame group across all stages 

and the post hoc analyses were presented in Table 34. for the Scene, Approach and 

Incident stages, the other blame group reported h1gher other-blame on the Post-Event 

script than the Event and Neutral. The Event scnpt mean was also higher than Neutral 

at the Approach, Incident and Conseguence stages. The Post-Event script also elicited 

higher ratings of other-blame than the Neutral script. The Self-blame group had a 

significant difference at the Conseguence stage With the Event scnpt eliciung more 

other-blame than the Neutral scnpt. 

Table 34. 

The be!JJ!eeJl script differences for the smpt 0• stage!?)' blame type interaction for NOB/ OB. 

Blame Type Stage ANOVA Results Post hoc test results 

df F p Fisher Difference 

Self Scene 2,26 2.14 >0.05 

App 2.59 ><l.05 

Inc 2.73 >0.05 

Cons 4.10 <0.03 10.75 E>N 

Other Scene 2,74 110.26 <0.0001 9.50 P>E/N 

App 112.31 <0.0001 9.62 P>E/N, E>l:\J 

Inc 93.73 <0.0001 10.73 P>E/N, E>N 

Cons 89.54 <(J.00()1 11.28 E>N, P>N 

Key: App=Appro:~ch, Inc= Incident, Cons=Consequence 

Table 35 presents the between stage d1fferences for the NoOB/OB interaction. The 

Self-blame group reported a greater amount of other-blame at the Conseguence stage of 

the Event script than at the Scene and Approach stages. They also reported more 

other-blame at the Scene stage of the Neutral scnpt than the other stages. The Other-
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blame group reported greater other-blame at the Incident and Consequence stages of 

the E,·ent script but no significant differences were noted on the Post-Event script. 

Some minor differences were also observed on the 1\!eutral script. 

Table 35. 

T/;e bt/7/'c'CJ/ stage d!(ferences for t/;e smpt b)' stage l!Y blame l)pe interaction for i\'OB/ OB. 

Blame type Script AL'\JOVA results Post hoc test results 

df F p Fisher Difference 

Self Event 3,39 2.57 >0.07 6.20 4>1/2 

Post 2.04 >0.05 

Neutral 3.67 <0.02 2.43 1>2/3/4 

Other Event 3,120 52.04 <0.0001 10.33 3>1/2, 4>1/2 

Post 3,111 0.60 >0.05 

Neutral 3,120 4.94 <0.003 1.17 1 >3, 4< 1, 2>4 

Trauma specific symptomatology 

The TSI and the IES-R scores for the blame groups were examined. Table 36 presents 

the means, standard deviations and t values for the TSI and IES-R. Bonferroni 

corrections produced a significance level of 0.005 for the TSI and 0.01 for the IES-R. A 

significant difference was noted on the DA subscale of the TSI with trends observed on 

the D and IE subscales. On these subscales, the Other-blame group obtained higher 

scores than the Self-blame group. However, none of the mean scores reached the 

clinical cut-off of 65. 
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Two trends were noted on the IES-R across the blame groups on the Intrusion and the 

Total scores. On both subscales, the Other-blame group had higher scores than the 

Self-blame group. 
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Table 36. 

The means, standard deviations, and t test results for the TSI and IES-R across blame type. 

Scale 

Self 

M 

TSI Clinical scales 

AA 50."7 9 

D 49.11 

AI 53 .74 

IE 48.37 

DA 48.21 

DIS 52.53 

sc 49.11 

DSB 50.84 

ISR 52.63 

TRB 53.11 

TSI Validity scales 

ATR 47.63 

RL 46.63 

INC 38.16 

IES-R 

Intrusion 3.79 

Avoidance 5.00 

Hyperarousal 3.58 

Total 12.32 

Blame Group 

Other 

SD 

(1.63) 

("7.19) 

(10.76) 

(6.62) 

(5.54) 

(8. 76) 

(8.48) 

0 1.43) 

(6.89) 

(10.67) 

(3.73) 

(5.74) 

(4.23) 

(4.47) 

(6.02) 

(5.1 0) 

(14.18) 

M 

54.59 

54.72 

54.01 

55.1 7 

55.07 

56.81 

51.80 

53.07 

54.35 

53.87 

51.02 

46.83 

41.39 

8.33 

8.46 

7.06 

23.65 

SD 

(12.78) 

(9.76) 

(10.27) 

(11 .38) 

( 10.02) 

(9.97) 

(1 0.19) 

(10.27) 

(9.73) 

(10.77) 

(8.01) 

(8.24) 

(7.78) 

(7.52) 

(7. 70) 

(7.79) 

(21.62) 

Analysis results 

t p Diff 

1.21 >0.05 

2.26 <0.03 O>S 

0.12 >0.05 

2.43 <0.02 O>S 

2.80 <0.007 O>S 

1.65 >0.05 

1.02 >0.05 

0.77 >0.05 

0.70 >0.05 

0.26 >0.05 

1.76 >0.05 

0.09 >0.05 

1.71 >0.05 

2.46 <0.02 O>S 

1.75 >0.05 

1.80 >0.05 

2.11 <0.04 O>S 

Key: AA=anxwus arousal, D=depress10n, AI=anger/ Jrrttabtltty, IE=mtrustve expenences, DA=defensJve 
av01dance, DIS=d•ssoctauon, CS=sexual concerns, DSB=dysfuncuonal sexual behavtour, ISR=tmpatred 
self-reference, TRB=tension-reducuon behavtour, RL=response level, ATR=atyptcal response and 
INC=inconsistent response. 
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5.5 Discussion 

The purpose of this study was to investigate the contnbuuon of the appraisal factors 

component of the integrative model 10 the aetiology of posttraumatic stress symptoms 

\Vith regard to the overall aim to 1dent1fy what best protects an mdividual from an 

adverse response to trauma. Consideration was given to the protectiveness of 

behavioural self-blame and perception of error rather than mallcious 10tent where other

blame was present. 

Review of the llterature tndicated that women are more llkely to blame others for events 

(Harter, 1998). These findings were not supported in this study. This may be related to 

the nature of the traumatic event. \\!omen are more likely to be exposed to traumatic 

events involving sexual v10lauon (e.g., rape, childhood sexual abuse) (ABS, 2002c, 

2002d; Breslau et al., 1991; Noms, 1992; Stretch, Knudson, & Durand, 1998). Indeed, 

recent ABS data reported the rate of sexual assault vict1m1sat1on to be four ames as high 

in females as in males (2002d). In these cases, the perpetrator of the v10lence clearly IS 

to blame and so other blame would be expected. Although self-blame 10 such events 

has been noted, as reported 10 Table 8, more blame towards the perpetrator has also 

been observed (Bondurant, 1995). 

The reported 10creased likelihood of women blanung others for events may not hold 

true 10 relation to other traumatic events such as lviV As or physical assault not 

associated wtth sexual or domestic v10lence. This could account for the lack of sex 

difference 10 the current study. 

It also may be the case that the link between female sex and attnbution of blame is not 

evident because the sample IS an Australlan one. It has been demonstrated that the sex 
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differences in Australia in relation to other factors such as the development of PTSD or 

posttraumatic stress symptomatology are not as great as m samples from other countries 

(Creamer eta!., 2001). It may be that cultural differences are mfluencmg results. 

The lack of a sex difference in the attnbutwn of blame IS an Important and welcome 

finding. A bias in the attribution of blame could have been problematic In relation to 

the interpretation of results in the current study because of the predominantly female 

sample used. 

\Vben the sample was considered as a whole, it was evident that traumatic experience 

and the time Immediately after the event were associated with pentraumatic feelings of 

blame. As was hypothesised, these negative feelings were more predominantly present 

during the Event and Post-Event scnpts than during the Neutral script and were 

greatest at the Inc1dent stage of the Event script when a descnpt!on of the actual event 

\vas provided. 

As was hypothesised, self-blame and other-blame distinguished the event types when 

pentraumatlc processes were considered. Pentraumatic Self-blame was greater in 

response to the 1\IVA than the assault at the first three stages of the Post-Event scnpt. 

In contrast, the assault script elicited the higher ratings of other-blame at the Incident 

and Consequence stages of the Event scnpt and all four stages of the Post-Event script. 

There was no evidence of a reduction In self-blame or other-blame In the aftermath of 

the event (Post-Event scnpt). 

In the current study, no cases of PTSD associated with self-blame could be Identified 

suggesting that self-blame Is protective. However, self-blame In rape victims was 
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reported ro be associated with increased psychologtcal distress (Koss, Figueredo, & 

Prince, 2002). It may be that the namre of the traumatic event contributes to whether 

self-blame is protcctiH or otherwise. For example, a consistent relationship between 

self-blame and increased posttraumatic stress symptoms has been reported in cases of 

child sexual abuse (e .. g, Arata, 2000; Levendosky & Buttenheim, 2000; Owens & 

Chard, 2001) and adult sexual assault (e.g., Koss et al., 2002; Resnick, 2001). It may be 

that the sexual component complicates the relationship between blame and 

symptomatology. 

It is worth notmg that the following discussion must be considered in light of the 

limitations of the sample in that there was an imbalance in the number of participants 

who had experienced an .i\IV A as compared to an assault and that the Sub-Clinical and 

No Symptoms groups contained a greater number of participants who had experienced 

an l\IVA as compared to the PTSD and ASD groups. This must be considered in light 

of the potential differences in attribution of blame these events may prompt as well as 

the implications of such attnbutions upon symptomatology as \vlll be discussed. 

In support of the hypotheses, It \vas evident from the results of the current smdy that in 

the questionnaire data, .i\IV A trauma was related to elevated levels of self-blame whereas 

assault was related to other-blame. These results supported those in relation to 

peritraumatic attribution of blame accessmg using gUided imagery. It may be that the 

physical domination of one individual over another results in feelings of humiliation for 

the victim. Such a response would be evident only when another was to blame for the 

event and there was the perception of malicious intent on the part of the perpetrator 

but, perhaps, without the sexual component. Humiliation during a traumatic event has 
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been identified as a factor associated with emotional distress (Grey, Holmes, & Brewm, 

2001). 

\\'hen the process of the traumatic event was considered, script by stage by blame 

interactions \\·ere evident for self-blame and other-blame. As was expected, ratmgs of 

self-blame were greater for the Self-blame group and did not dimirush over the Post

Event script, and the ratings of other-blame were greater for the Other-blame group 

and did not diminish over the stages of the aftermath of the traumatic event. The 

ratings of self-blame for the Other-blame group did dimtrush although the ratings of 

other-blame for the Self-blame group dtd not resolve m the aftermath of the traumatic 

expenence. 

Symptom levels were examined across the two event types to evaluate whether dtfferent 

perceptions about mtent mfluenced trauma response. Although there has been little 

empirical study, some research has suggested that when a perception of malictous mtent 

is observed, the seventy of symptoms increases (APA, 1994; Green, 1994; McGutre, 

1990; Parson, 1995). It was hypothestsed that a phystcal assault would be more likely to 

result m the participant reporting a perception of malictous Intent as compared to a 

J\fV A on the basis that the usual motivations for such e\·ents are dtfferent. Research has 

suggested that a lVfV A is more likely to be percetved as accidental and an assault 

Intentional (Parson, 1995). Indeed, it was evtdent that the Assault group reported a 

higher degree of blame towards another party, that the person involved was more likely 

to be known to the partictpant, and that they were percetved to have had malictous 

intent to harm in the actions they took. This finding ts m support of the limtted amount 

of research that has suggested that Intent perceptions have a role m posttraumatic stress 

responses (Green, 1993; McGuire, 1990; Parson, 1995; Schonfeld, 2002). 
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This has implications for the current understanding of posttraumatic stress responses 1n 

the confirmation that some types of individual perceptions about blame and intent 

protect an individual from a maladaptive response (self-blame) and others m1ght render 

a person more vulnerable to an adverse response to trauma (other-blame and malicious 

intent). This finding further contributes to the understanding of posttraumatic stress 

responses 1n that it suggests that some events arc more likely to result 10 such 

perceptions and to produce a more adverse response than others. It also has 

implications for the treatment of individuals who have expenenced such events. 

Indeed, event type differences 1n trauma specific symptomatology were evident. A 

higher percentage of participants 10 the Assault group (52%) met the diagnostic criteria 

for PTSD than in the i\IV A group (47%). The Assault group reported s1gruficantly 

higher levels of depressiOn, intrusive experiences, and defensive av01dance, with trends 

towards greater anxious arousal and dissociation on the TSI followmg the event than 

the i\IV A group. They also reported h1gher 10trus10n, avoidance, hyperarousal and total 

scores on the IES-R than the i\IV A group. This provides support for the finding that 

perception of malicious intent is harmful to adJustment follow10g trauma (Green, 1994; 

McGuire, 1990; Parson, 1995; Schonfeld, 2002). Other charactensncs of the events that 

rendered them most traumatic w!ll be d1scussed 10 the next study 1n Chapter 6. 

Consideration was then given to how blame influences trauma responses. Although 

there remains inconsistency in the findings with regard to the type of blame that 1s most 

protective, overall the research suggests that blaming another party IS detrimental (Ho et 

al., 2000; Janoff-Bulman & Wortman, 1977; Sholomoskas et al., 1990; Tennen & 

Affleck, 1990), \vhereas blaming oneself has more potential to result in a posltlve 
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response (Arata & Burkhart, 1996; Baum et al. , 1983; Bondurant, 1995; Delahanry ct al., 

1997; Gravley, 1998; Janoff-Bulman, 1979; Janoff-Bulman & Wortman, 1977; Tennen et 

al., 1986). 

It is significant to note that in this study, all of the participants in the PTSD group 

blamed another party for the event as evident in the questionnaire data. However, the 

participants in the ASD and No Symptoms groups also directed blame towards another 

party. .c\s has been discussed, these groups are of parucular interest 1n this research as 

the No Symptoms group did not develop symptoms at all and the ASD group recovered 

\Vithin four weeks of the event. Examination of \vhat factors may have protected these 

two groups is a particular focus of the research. Contrary to the hypotheses, the clirucal 

diagnostic groups did not d1ffer from the No symptoms group according to the1r 

peritraumatic perceptions of blame. However, although the PTSD, ASD and No 

Symptoms groups blamed another party, the PTSD group reported a higher rating of 

blame towards others, was more likely to blame a person who was known to them and 

reported a greater perception of malicious intent to harm on the part of the other party 

than the Sub-Clinical and No symptoms groups. They also had a higher level of 

comorbid depression than the other groups. \'Vhen considering the literature on the 

helplessness theory of depression (Abramson, Metalsky, & Alloy, 1988; Alloy, 

Abramson, Metalsky, & Hartlage, 1988) as previously d1scussed, tt may be that a 

depressive outlook m the PTSD Group complicated the cogrutions about the event. 

The ASD group reported some malic1ous intent on the part of the other party. It must 

be noted here that the PTSD and ASD groups contamed a higher percentage of 

individuals who had been assaulted as compared to the Sub-Clinical and No Symptoms 

group which may explain the greater perception of intent to harm on the part of the 

other person in these groups. 
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These finding contribute to the current understanding of posttraumatic stress responses 

as it implies tlut it may not be the permaumatic perceptions of blame that arc most 

important but the attribution that IS cemented after the e\·cnt. It also implies that it is 

not othcr-bbmc alone that renders an individual more vulnerable in the face of trauma. 

The results suggest that other-blame, when accompanied by a perception of malicious 

intent to harm is most detrimental to reco\·erv. The contribution of other stimulus 

characteristics coupled with other-blame will be further explored in the following 

chapters. 

Interestingly, more participants than statistically expected m the Sub-Clinical group 

blamed themselves for the event. The research of Joseph and colleagues (1991; Joseph, 

Yule et a!., 1993) indicated internal causal attributions to be related to intrusive 

experiences but not to avoidance. However, this finding was not supported in this 

research as a trend was observed towards greater intrusive experiences m the other

blame group and there \vere no ilifferences noted in avmdance on the TSI. Researchers 

have proposed that behavioural self-blame is more protecuve than characterological 

self-blame (Arata & Burkhart, 1996; Bondurant, 1995; Gravley, 1998; Janoff-Bulman, 

1979; Tennen et a!., 1986). In this study, all the participants who blamed themselves 

most strongly blamed their behaviour. Again, an mteresting result was that the Sub

Clinical group blamed their behaviour more strongly than the other groups. On this 

basis, it may be suggested that the behavioural nature of the self-blame experienced by 

the Sub-Clinical group may have been a protective factor that mfluenced whether they 

de\·eloped symptoms that met the full diagnostic criteria for PTSD. Little research has 

been conducted which has examined Sub-Clinical PTSD and blame and so support for 

this proposition cannot be obtained. 
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There were no diagnostic group differences according to when blame was attributed 

with most of the groups making the attribution immediately after the e\'ent. However, a 

point of interest is the fact th:J.t none of the participants in the ASD group reported that 

they made any attributions during the event whereas in the other groups about one 

quarter reported attributing blame at this time. Dissociative symptoms peri- and 

posttrauma strongly characterise ASD (AP A, 1994; Spiegel et al., 1994) and dissociation 

has been suggested to interfere \Vith the emouonal processing of an expenence (Dorahy 

& Lewis, 1998; i\liddleton, 1999; Spiegel, 1990; Spiegel et al., 1994). The strong 

dissociative experiences that characterise ASD may have interfered with the attribution 

process so that it \Vas delayed until after the event had occurred. It can be suggested 

that this may have been a protective aspect of the experience for the ASD group as the 

delay in attribution of blame may have lessened the experience of peritraumatic 

emotions such as anger and enabled these individuals to process the experience without 

this emotional context. A more specific analysis of group differences in peritraumatic 

emotional responses and dissociative experiences w1ll be conducted in Studies 4 and 6 to 

further evaluate whether emouonal responses and dissociation differed 10 the ASD 

group. 

Trauma-related symptoms were also examined across groups of participants who had 

blamed themselves in comparison to another party. It was not surpnsing to note in 

considerauon that no individuals 10 the PTSD group blamed themselves, that the Other

blame group expcnenced a higher level of psychiatric symptomatology than the Self

blame group. The Other-blame group reported higher levels of depression, Intrusive 

experiences and defensive avoidance on the TSI and higher Intrusion, hyperarousal and 

total scores on the IES-R than the Self-Blame group. There was no significant 
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clifference between blame groups in the time frame under \vhich the attribution of blame 

was made. The majority of both groups attributed blame Immediately after the event. 

It was interesting to observe that the Self-blame group attributed more blame to the 

circumstances of the event and reported a perception that they deserved the event in 

comparison \Vith the Other-blame group. They did nor report a greater perception that 

the event \Vas avoidable in the future. 

In summary, this study supports the previous research that asserts blaming another 

party is most detrimental to adjustment following trauma whereas blaming the self is 

protective. It was supported by the fact that when considenng diagnostic group 

differences, all of the PTSD group blamed another party, and when considenng blame 

group differences, the other-blame group reported a higher level of psychiatric 

symptoms posttrauma. The small amount of literature on the maladaptive role of the 

perception of malicious intent was also supported with the PTSD group reporting a 

greater perception of intent to harm when considering diagnostic differences and the 

Assault group also reported a greater perception of malicious mtent coupled with higher 

levels of symptoms. 

However, it was suggested that other-blame and the perception of malJcious intent 

alone might not explam the development of PTSD as the ASD group also reported 

elevated levels of both. It will be considered in the followmg chapters what factors in 

combination with these perceptions might distinguish the ASD from the PTSD group. 

There was some support for the adaptive value of blammg the self for the event as the 

Sub-Clinical group exhibited more behavioural self-blame. Overall, this study supported 

previous research on the role of blame m responses to trauma. It is considered valuable 
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to carry 0\'er the blame type analyses to the following srudics to investigate how the 

different types of blame may impact upon the other variables to be studied. For this 

reason, the following studies \\"ill contain comparisons across diagnosis, event type and 

blame type. The next study im·olved investigation of the stimulus factors component of 

the integrative model Qoseph, \\ 'illiams et al., 1995). 
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This study has been previously presented in parr, and referenced contnbutions by the 

author of this thesis are underlined: 

\'{/ells, J.H., Haines, J., & \v'1lliams, C.L. (2000, i\[arch). The role of perception of blame in 

trauma respomes. Paper presented at the 3d World Conference for the 

International Society for Traumatic Stress Studies. Melbourne, Australia. 

Wells, J.H .. Haines, J., & \X/'Illiams, C.L. (2000a, September). Protective responses to trauma. 

Paper presented at the 3'u \'{!odd Conference on Stress. Dublin, Ireland. 

\Yells, J.H., Haines, J., & Williams, C.L. (2000b, September). Blame and responses to trauma. 

Paper presented to the Tasmaruan Branch of the Australasian Society for 

Traumatic Stress Studies (ASTSS), Hobart, Australia. 

Wells, J.H., Haines, J., & Williams, C.L. (2003a) . Blame and posttraumatic diagnoses. 

LHanuscript submitted for rez1iezv. 
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6.1 Introduction 

Tht: sumulus f:1ctors co mpo nt:nr of tht: tntcgratin: modt:! rt:ft:rs to tht: :lspt:cts u f tht: t:\"t:nt 

th:lt render it most tr:lum:nic f< 1r the individual. Examp!t:s ginn in the model include a 

st:nse o f life threat, the experience of bnca\·cmenr o r personal injur~·, and the suddenness, 

intensity, irreguhriry o r C)Uantity of the experience O oseph, \\"illiams ct al., 1995). Research 

has ccrt:1inh· suggested that physical injury, bcreanment, participation 111 atroc1t1es, 

exposure to grotesque de:uh and wnncssmg o r hearing about death arc stimulus 

char:lctcristics most associated with the development o f PTSD (Davidson & Foa, 1991; 

0larch, 1993). 1-lowe\"(:r, m ·cr and above these factors, the subjective experience of the 

C\"ent in the absence of objective markers of scHriry has been observed in empirical study 

to lead to PTSD (e.g., Bowles et al., 2000; Helzer et al., 1987; Solomon & Canino, 1990). 

The current study aimed to e\·aluate any between diagnostic group, event and blame type 

differences in the impact of both objective and subjective stimulus characteristics with the 

aim to identify what best protected an individual from an adverse response. The 

charactcnstics studied included witnessing the death of another, the experience of physical 

injury, perceived severiry of the stressor, feelings of life threat and fear of death. 

6.1.1 Objective characteristics ofthe trtwma 

There arc certain characteristics of an event that would render it traumauc for any 

individual. Such factors have been described as being objective in nature (Bernat et al., 

1998). Some examples include exposure to the death of another person and the experience 
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of physical injury and pain (e.g., :\cierno, Resnick, Kilpatrick, Saunders & Best, 1999; 1\mir 

& Sol, 1999; Blanchard et aL, 1995; Delahanty et al., 1997; Tucker et al., 2000; \v"atts, 1995). 

Exposure to grotesque images or death 

For a diagnosis of PTSD, criterion A allows for the possibility that the person may have 

experienced, witnessed, or been confronted with an e\·ent that involved actual death or 

serious injury of another party (APA, 1994) . It does not require the threat or injury to be 

solely directed towards the self. Thus, recognition IS given to the fact that the observation 

of severely unpleasant stimuli in the absence of threat towards the self may result in PTSD. 

PTSD has been noted to be particularly prevalent when the individual has been exposed to 

grotesque Images dunng the event including witnessing the death of someone unknown to 

them (\v'atts, 1995) or of a significant other (Delahanty eta!., 1997). For example, children 

who observed the victim of a sniper attack in a primary school In the closest proximity, or 

who knew the victim well were reported to have the most severe of posttraumatic stress 

symptoms (Pynoos et a!., 1987). 

Indeed, PTSD may develop in some individuals despite not witnessing the actual death of 

the person. As discussed In Chapter 2, exposure to the dead body of another person 

through grave registration duty on a military campaign (lvicCarroll, Ursano, & Fullerton, 

1997; Sutker et al., 1994), body recovery work after technological disaster (Taylor & Frazer, 

1982) and mass suicide Qones, 1985) has been reported to result in the development of 

posttraumatic stress symptoms. 
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PTSD symptoms have also been reported to develop in mdividuals who are notified of the 

death of a family member but who are not actually present dunng the event causing death 

(Ste\vart, 1999). Research has suggested that the \Vay m wh1ch the news of the death of a 

family member is delivered has consequences for the person's response to that news (Lord, 

1987; Stewart, 1999). For example, individuals who are provided with a death notification 

that is incorrect or includes little Information and who receive little emouonal support often 

experience compounded grief. The author commented upon the lack of research as to 

\Vhether the report that the deceased experienced VIOlent or mutilaung injuries during the 

event that caused death might impact upon the relative developmg PTSD (Stewart, 1999). 

In such cases, it is the imaginatlon of the inJuries rather than the actual witnessing of the 

injuries that promotes increased d1stress. 

Indeed, research has indicated that symptoms of PTSD were observed m individuals who 

witnessed people Jumping from the collapsing \\iorld Trade Centre during the terrorist 

attack on September 11, by viewmg !t on television or being present at the scene (e.g., 

:Michels, 2002; Schlenger, Caddell, Ebert, & Jordan, 2002; Silver, Holman, ~Iclntosh, 

Poulin, & G1l-Rivas, 2002). In this research, PTSD resulted from the imagination of the 

horror experienced by another person entirely unknown to them. 

It must also be considered that some events are more likely to involve horrifying scenes, for 

example, a J'v[\1 A is more likely to involve other individuals (passengers, occupants of other 

cars) who may experience injury or be killed as compared to a physical assault where the 

event is perhaps less likely to involve Witnessing others being inJured or killed. 
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In summary, the research has suggested that the witnessing of horrifying images, and 

possibly even the imagination of the injury or death of another person tn the absence of 

threat towards the self has the potential to impact significantly upon an individual's 

psychological adJustment. It could be argued that the absence of such stimulus 

characteristics would be protective. 

The experience of physical injury 

The experience of personal injury may differ according to the type of event that ts 

experienced. \'Vben considering the hkelihood of inJut:y, the nature of a lVIV A makes it more 

likely that the car will sustain damage but injury may or may not occur (Viner, 1993). In 

comparison, a physical assault mherently mvolves a personal attack that is likely to cause 

some degree of injury dependmg upon the force employed by the perpetrator. A physical 

assault is perhaps more likely to result in the personal experience of injury for these reasons. 

However, the degree of in JUt)' may be greater in the case of l\.fV A as a result of high-speed 

collisions. 

Research has suggested that expenencing multiple phystcal inJuries and consequential pam 

during the traumatic event increases the risk of the individual later developmg PTSD (e.g., 

Acierno et al., 1999; Amir & Sol, 1999; Blanchard et al., 1995; Tucker et al., 2000). 

Research has reported that the presence of inJury makes it more likely a dtagnosis of PTSD 

will be made following IviVA (Blanchard et al., 1994b; Mayou, 1992; Mayou et al., 1993), as 

a result of physical and sexual assault (Acierno et al., 1999), in civilian victims of a terrorist 

attack in France (Abenhaim, Dab, & Salmi, 1992), in survtvors of the Oklahoma Ctty 
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bombing (rucker et al., 2000), in adolescent Israeli survivors of a terrorist attack (Desivilya, 

Gal, & Ayalon, 1996), and in survivors of an earthquake (Hsu, Chong, Yang, & Yen, 2002) 

However, there was some inconsistency In the findings with regard to the assoCiation 

between injury severity and PTSD (Green, 1994; Taylor & Koch, 1995). Few studies have 

reported an association between InJury severity and increased nsk of the development of 

PTSD (e.g., Blanchard et al., 1995). One study reported a low correlation between injury 

severity and posttraumatic stress symptoms but stated that the injuries sustained by the 

participants were minor (Ironson et al., 1997). Other research has indicated the extent of 

physical injury was not necessarily the best predictor of psychological outcome (e.g., Gore, 

1998; Landsman et al., 1990; Malt, 1988; l\falt, Bl.ikra, & Hoivik, 1989; Perry, Difede, 

Musngi, Frances, & Jacobsberg, 1992). Indeed, subjective assessment of threat to life, the 

degree to wh1ch the individual experienced peritraumatic dissociation and the presence of 

hostility m the recovery environment have been reported to contribute to long-term 

symptoms of posttraumatic stress, regardless of injury seventy (Gore, 1998; J\-uchaels, 

2000). 

This may be explained in two ways. Ftrstly, those studies that found a relationship between 

injury and psychological outcome (e.g., Acierno et al., 1999; Blanchard et al., 1995; Mayou, 

1992; Mayou et al., 1993) included comparison of individuals who had and had not been 

injured and this measurement was being made of the presence of injury versus its absence. 

In comparison, the studies that did not report a difference (e.g, Landsman et al., 1990; 

Malt, 1988; Malt et al., 1989; Perry et al., 1992) tended to involve only participants who did 

experience injury and so it was a different form of companson across the degree of Injury. 
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0\·eraU, the research suggested that it mtght be the presence of injury, regardless of its 

degree, that predicts poorer response. 

Secondly, it is possible that attributions about blame and the reasons for the event may have 

complicated these results. The Malt (1988) stud·y included a mixture of participants who 

had been involved in a 1\f\' A (56% of the sample) and who had sustamed injuries in the 

home, at work, during sport or leisure activities and as a result of the violence of another. 

It is clear that if the likely perceptions about the cause of the injury are considered, 

accidental injury is very different to that received through the course of a terronst attack. 

This may explain the lack of connection to poorer recovery tn the accidental injury research 

(e .g, Landsman et al., 1990; Malt, 1988; Malt et al., 1989; Perry et al., 1992) that has been 

observed in research tnvolving events where attnbutions of blame were likely (e.g., 

Abenhaim et al., 1992; Desivilya et al., 1996; Tucker et aL, 2000) . 

Indeed, research has suggested that the individual's perception of the mjury is a powerful 

predictor of poorer response (Parker, 1977; Sco tti et al., 1992). It was reported that PTSD 

symptoms were more likely tn individuals who sustained visible injuries such as open 

wounds or bruising (Scotti et al., 1992). This research suggested that PTSD was more likely 

in individuals who experienced highly vtsible injunes where there was prominent bleeding 

or mutilation, or when indtviduals witnessed such in another party, and that equally severe 

but less visible injunes may be less likely to precipitate PTSD (Scotti et al., 1992). 

In summary, the severity of the injUl)' has been suggested to result in increased nsk for the 

de\·elopment of posttraumatic stress symptoms, but this assoctatlon has only been observed 
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tn a limited number of studies. It appears that risk is more greatly intluenced by more 

subjective factors, for example, the appearance of the injury and perceptions that the event 

and, thus, the in1ury resulted from the Intentional actions of another party. An individual 

might be protected from an adverse response to trauma 1f they did not experience such 

visible injury and if they did not perceive the injury to be the fault of another party who 

deliberateh• inflicted the wound. 

6.1.2 Subjective characteristics of the trauma 

Other characteristics of a traumatic event have been suggested to be open to md1vidual 

interpretation and, thus, strongly intluenced by individual differences . Such factors are 

referred to as subjective (Bernat et al., 1998). Examples of such factors have included 

perceptions about the seventy of the event, about life threat and subsequent fear of death. 

Perceived severity of the stressor 

A factor that has been identified as influencing posttraumatic stress responses 1s the 

perceived severity of the stressor (Green & Lindy, 1994; March, 1993). The degree of 

severity of a traumatic event might be ob1ectively evaluated on the basis of the types of 

images seen, losses that occurred, the threat to life, threat of or actual physical injury, the 

duration of exposure, and the frequency of its occurrence (single episode versus ongoing 

events) (e.g., Acierno et al., 1999; Blanchard et al., 1994b, 1995; Davis & Breslau, 1994; 

Delahanty et al., 1997; Ehlers et al., 1998; Green, 1994; Green, Grace et al., 1990; Mayou, 

1992; Mayou et al., 1993; Watts, 1995). \V'hether an event is perce1ved to be severe may 

depend upon the presence or absence of such factors . Indeed, research has strongly 
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supported the notion tlut greater en:nt se,·cnr\· on the basis of such objective markers 

predicts more ach-erse response ~larch, 1993; Tomb, 199-t). 

Ho\\"C\"Cr, some rese:1rch has explored the idea that the relationship between the intensity of 

the experience and the likelihood of the person developing PTSD is not always linear; that 

se,·ere stress on the basis of objective markers does not necessarily predict severe outcomes 

for e\·ery individual (.Aldwin & Stokols, 1988; Feinstein & Dolan, 1991). Janoff-Bulman 

and Frieze (1983) proposed that the way in which an individual evaluates (or cognitively 

appraises) the event affects the extent to which the event functions as a stressor. It has 

been suggested that it is the individual's perception of the severity of the event that 

mediates their response rather than objective indicators of severity (e.g., Janoff-Bulman & 

Frieze, 1983). 

Indeed, this would explain why some individuals are able to respond adaptivcly to terrifying 

or horrible events when others cannot (such as those who develop ASD with resolution of 

symptoms by 4 weeks as opposed to more chronic symptoms). It may also explain why 

some individuals have adverse reactions to more commonly experienced but stressful 

events such as relationship breakdown, family stressors or death of a family member 

(Bowles et al., 2000; Burnstein, 1985; Helzer et al., 1987; Solomon & Camno, 1990) as 

discussed in Chapter 2. It may be that some individuals are predisposed to make a 

catastrophic appraisal of an everyday event, which makes an adverse response to it more 

likely, whereas others haYe the capacity to accept and rationalise even the most horrific 

expenences. 
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To summansc, ::tlrhough m most c:1scs, e\·ents that arc objectively evaluated as severe 

because the,· im·oh-c the objccti,·e characteristics described above would be expected to 

result in ad,·erse responses, research has suggested that individual differences in the 

perception of the C\'Cnt characteristics and the ability to rationalise the event have strong 

potcnti::tl to mediate response. .r\n individual might be protected by an ability to perceive 

the event to have low severity and to respond to it with acceptance rather than with 

catastrophic thinking. 

Perception of life threat and fear of death 

Perception of threat to life may occur during the event or as an appraisal following the 

event that it had the potential to result in death. The perception of an imminent threat to 

life and belief that death is about to occur during the event has been referred to as the 

peritraumatic death imprint (Holmes et al., 1998a). Another related subjective factor is the 

experience of fear of dymg that may be prompted by such a perception. Both factors have 

been reported not to be essential in the production of symptoms of PTSD (Danto, 1981; 

Harry & Resnick, 1986; Jones, 1985; Sutker et al., 1994; Taylor & Frazer, 1982), but when 

they are present, they are powerful predictors of its development (e.g., Allden et al., 1996; 

Bernat et al., 1998; Blanchard et al., 1995; Blanchard, Hickling, Taylor et al., 1996; Ehlers et 

al., 1998; Holmes et al., 1998a; Resnick et al., 1992). 

Research has indicated that a perception of life threat and fear of death are associated with 

increased vulnerability for the development of posttraumatic stress symptoms in md1viduals 

involved in a i'vfV A (e.g., Allden et al., 1996; Bernat et al., 1998; Blanchard et al , 1995; 
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Blanchard, Hickling, Taylor et a!., 1996; Delahanty et a!., 1997; Ehlers et a!., 1998; Gore, 

1998; Holmes eta!., 1998a; Resmck et a!., 1992), in vicums of cnme (e.g., Green eta!., 2001; 

Resmck et a!., 1992), and m Individuals involved in a natural dtsaster (e.g., lronson ct a!., 

1997. In the Blanchard ct a!. (1995) study, the assoctation was mdependent of the extent of 

physical inJury that "\Vas suffered. In a broader study that included participants "\Vho had 

experienced natural dtsaster, major accident, physical assault or robbery, sexual assault, rape, 

childhood sexual abuse, and serious personal illness, fear of death was associated with 

greater symptom severity (Gershuny, Cloitre, & Otto, 2003). 

It is possible that this association occurs as a result of the promotion of dissociative 

processes. A relationship has been reported benveen fear of death and the impact of 

peritraumatic dissociation upon PTSD severity (Gershuny et a!., 2003; Noyes & Kletti, 

1977). This research suggested that fear of death provoked dissociative symptoms that, in 

turn, made PTSD symptoms more likely to be present. It was reported that overwhelming 

feelings of fear of death prompted the need for escape and dissociation was a mechanism 

that allowed this to occur. Dissociation has been proposed to serve as a means of 

psychological escape from overwhelmtng stimull by multiple authors (e.g., Dorahy & Lewis, 

1998; l'vliddleton, 1999; Spiegel, 1990; Spiegel et a!., 1994). The relationship benveen 

dissociative symptoms and PTSD will be explored further in Chapter 9. 

Interestingly, research has suggested that appraisals about life threat can be inaccurate but 

still result in PTSD. Research has indicated that indiYidual perceptions about potential life 

threat and fear of dying are often reported to be greater than the actual objective threat of 

death or serious injuty as assessed following the event (McDermott & Cvttanovich, 2000; 
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Udwin, Boyle, Yule, Bolton, & O'Ryan, 2000) . Pilowsh (1985) descnbed PTSD symptoms 

in indnriduals whose perceptions of danger far exceeded the actual risk that was present as 

seen 10 hmdsight. This emphas1scs the 1mportance of the role of the person's appra1sal of 

the threat rather than the actual presence of threat. 

Perceptions about life threat may d1ffer according to the charactenstics of an event. Haines, 

Williams and Spiranovich (2003) reported that an assault group experienced 

psychophysiological and emotional responses of brief duration that decreased significantly 

once life threat was perceived to have ended. In comparison, a group of burglary victims 

experienced a persistent sense of life threat as there was no defining moment during the 

event (such as the cessation of the attack or the receipt of medical assistance for an assault) 

which marked the point where life threat was no longer present. However, a physical 

assault and a 1VfV A both include a point at which the event that is threatening life ceases 

(the cessation of the attack or the movement of the car). Both also have the capacity to 

result in injuries that threaten life and so it might be receiving medical assistance that brings 

about the reduction in the perception of life threat. However, these event types do not 

appear to involve characteristics that might provoke a different sense of life threat as was 

observed in the study described. However, these results do highlight the importance of 

consideration of the pattern of perceived life threat across the course of the event and into 

its aftermath. 

Threat perception has been reported to be influenced by individual factors (Gibbs, 1989). 

Individual differences have been observed in threat sensitivity as a result of prior traumatic 

experience (e.g., Acierno et al., 1999; Dougall et a!., 2000; Green et a!., 2000; Kessler, 1996; 
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McFarlane, 2000b). One study reported vulnerability to be especially high when there has 

been prior experience of life threat as part of a pre\·ious traumatic event (Gore, 1998). In 

comparison, spiritual beliefs have been observed to protect the individual from the 

experience of life threat (Florian & i'vlikulincer, 1993). Interpersonal exchanges during the 

traumatic event may impact upon reactiOns to it. It has been noted that MVA victims who 

reported the presence of other passengers indicated perceptions of greater life threat and 

were more likely to be in the PTSD group than those who were alone (Dougall, U rsano et 

al., 2001). However, other research has reported that continued fear of death after the 

cessation of a :NfV A was associated with sole occupant/ single vehicle accidents and being 

trapped in the car so that immediate assistance was unlikely to be available (Holmes et al., 

1998a). 

Feelings of life threat might be heightened by interpersonal interactions during the event, or 

these feelings might be heightened by the lack of another party to rely on for help. This 

indicates that perceptions of life threat are influenced by circumstances other than the 

nature of the event itself. Perceptions of life threat and fear of death might also be 

influenced by appraisal of blame and control during the event. \'V'hen another party is 

blamed and, thus, is considered to be the source of the threat, they are viewed as having 

control over the event and to have malicious intent to harm. Therefore, it can be suggested 

that the sense of life threat may be greater than when an event is blamed on the self. 

It might also be suggested that when feelings of cor.i:rol are low, greater life threat might be 

perceived and when more control is felt, less life threat may be percei\·ed. There appears to 

be limited research on the influence of feelings of control on perceptions of life threat. 
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In summary, perceptions of life threat and fear of dying have been strongly associated wtth 

increased risk of the development of posttraumatic stress symptoms. It is posstble this 

occurs as a result of the promotion of dtssociative experiences in order to escape the 

overwhelming sense that one 1s about to dte whtch, in turn, influences the individual's 

ability to process the expenence. Perception of threat appears to be strongly influenced by 

individual factors including sensitivity to threat, interpersonal interactions during the event, 

and appraisal of blame for the event and feelings of control over the event. Such factors 

have the capacity to serve a protective function. 

6.1.3 Summary 

A number of characteristics of some events have been universally considered to be 

traumatic such as the wttnessmg of grotesque !mages and the experience of physical inJury. 

HO\vever, such experiences are open to subjective interpretation and this interpretation may 

serve a protective function when such stimulus characteristics are present. Perceptions 

about the seventy of the event and about life threat and subsequent fear of death have also 

been suggested to be mediated by mdividual differences according to appraisal of blame and 

control during the event. 

6.2 The current study 

The integrauve model suggested that it is important to identify the aspects of the stimuli 

that render it most traumatic in order to conceptuallse which events are most likely to lead 

to prolonged distress (Joseph, \'\lilliams et al, 1995). In consideration of this and the overall 
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aim of the research to identify factors that protect an tndividual from an adverse response 

to trauma, this study aimed to explore whether there were d1fferences between event types, 

diagnostlc groups, and blame types in the characteristics of the event that rendered it most 

traumatic (stlmulus factors). A number of hypotheses were made. 

Considering the nature of the traumatic events that have been studied in this research, it 

was considered likely that differences would be observed 10 the degree of physical injury 

and the experience of witnessing grotesque images. It was hypothesised that a physical 

assault was more likely to result in personal tnjury and a .MV A to be more likely to involve 

the witnessing of the injury of another party. 

Considenng that research has indicated the experience of physical injury and \Vitnessing the 

death of another person to be associated with the development of PTSD, it was expected 

that the PTSD and Sub-Clinical groups would report more injury and pain and the event 

they experienced would be more likely to have involved the death of another. In 

comparison, the ASD and No Symptoms groups were expected to report less personal 

injury or witnessing of grotesque images. 

No differences were expected between the Self-blame and Other-blame groups in the 

experience of injury, or in the witnessing of grotesque images, as the literature did not 

indicate that a particular type of attribution might be more associated with these variables. 

The research has suggested that the individual's perception of the severity of the event has 

an impact on how they respond to that event. It \vas not expected that there would be any 
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differences in the severity ratings of the Assault group as compared to the i\lV A group as 

both c\·ent types have the potential to be perceived as severe according to the 

characteristics of that particular event. However, 1t \Vas anticipated that those \Vho were in 

the PTSD group would be more likely to have perceived the event to be very severe 

whereas the Sub-Clinical and ASD groups would report lO\ver perceptions of severity. The 

No Symptoms group was expected to report very low perceptions of severity of the event. 

Attribution of blame \Vas not identified in the literature as influencing perceptions about the 

severity of the event. 

Perceptions about life threat have been considered important in the aetiology of PTSD. It 

was antiCipated that for all group comparisons there would be an mcrease in life threat 

during the event with the peak of sense of life threat occurnng during and immediately after 

the event. It was hypothesised that there would not be any differences observed in the 

perception of life threat or fear of death over the course of the experience between the 

event type groups as both event types involve characteristics that might cease the sense of 

threat to life. However, it was anticipated that the PTSD and Sub-Clinical groups would 

report greater perceptions of life threat than the ASD and No symptoms groups. As the 

ASD group was characterised by short symptom duration, it was anticipated that they might 

have experienced less life threat. It was also hypothesised that the PTSD group might 

experience a more prolonged sense of life threat (i.e., the threat would still be perceived in 

the Post-Event imagery script) than the other groups. 
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It \Vas expected that life threat would be higher in the Other-blame group as a result of the 

sense of external threat and as a result of feelings of reduced control as compared to the 

Self-blame group. 

6.3 Method 

6.3.1 Participants 

A full description of demographic information for the total sample can be found in Chapter 

4. The characteristics of the sample involved in the current study were as described for 

Study 2. 

6.3.2 Materials 

Some information for this study \vas obtained from the PACCI (Holmes, 1997) and PASCI 

(\'V'ells, 1999), which were described in Chapter 4. The relevant sections for this study 

included those that enqutred about the details of the event and the circumstances 

surrounding it, peritraumatic perceptions of threat, factors impacting upon the aftermath of 

the event, and ratings of the severity of the event. Severity ratings were made on scales 

from 1-10 (where 1 was not severe at all and 10 was very severe). Information about 

perceptions of pain, life threat and fear of death were accessed using the four stage guided 

imagery methodology described in Study 2. The V:\Ss utilised in this study were No life 

threat/Life threat (NoLT/LT), No fear of death/Fear of death (NoFD/FD), and No 

pain/Extreme pain (NoP/EP). These can be found in Appendix E. 
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6.3.3 Procedure 

The procedure was as described for Study 2. 

6.3.4 Design and analysis strategy 

Analysis 1 involved a 3 (Script: Event, Post-Event, Neutral) x 4 (Stage: Scene, :\pproach, 

Incident, Consequence) within subjects design with repeated measures with the dependent 

variables being the VAS data across the total sample. 

Analysis 2 involved one factor between subject analyses of data on the event characteristics, 

peritraumatic perceptions of threat, factors impacong upon the aftermath of the event and 

severity ratings across event type. Also involved was a 3 (Script: Event, Post-Event, 

Neutral) x 4 (Stage: Scene, Approach, Inctdent, Consequence) x 2 (Event type: MV A, 

Assault) mixed factorial design with repeated measures with the dependent \·ariables being 

the VAS data. 

Analysis 3 involved one factor between subject analyses of data on the event characteristics, 

peritraumatic perceptions of threat, factors impacting upon the aftermath of the event and 

severity ratings across diagnosis. Also mvolved was a 3 (Script: Event, Post-Event, Neutral) 

x 4 (Stage: Scene, Approach, Incident, Consequence) x 4 (Diagnostic group: PTSD, ASD, 

Sub-Clinical, No Symptoms) mixed factonal design with repeated measures with the 

dependent variables being the VAS data. 
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Analysis 4 involved one factor bet\veen subject analyses of data on the event charactenstics, 

peritraumatic perceptions of threat, factors impacting upon the aftermath of the event and 

severity ratings across blame type. Also involved \Vas a 3 (Script: Event, Post-Event, 

Neutral) x 4 (Stage: Scene, Approach, Inctdent, Consequence) x 2 ('Blame type: Self, Other) 

mixed factonal destgn with repeated measures wtth the dependent vanables being the VAS 

data. 

6.4 Results 

6.4.1 Overview 

The VAS data across the total sample will be presented first. An analysts across the total 

sample was conducted in order to investigate the changes in the dimensions measured 

across the event. The results relevant to this study were separated mto sections (event 

characteristics, peritraumatic perceptions of threat which included the visual analogue 

results, factors Impacting upon the aftermath of the event and severity ratings). 

Information for each of these sections will be presented across event type, diagnostic 

group, and blame type. Descriptive statistics were generated and ANOVA, chi-square and t 

test analysis was conducted. The Huyhn-Feldt correction was applied to the ANOVA 

results for the imagery section of the study and a Bonferroni correction for the 

questionnaire sections. Fisher's Least Sigmficant Dtfference was utilised for post hoc 

testing. A significance critenon of .05 was adopted excepting where a Bonferroni 

adjustment was required. The stgruficance criterion in such cases will be reported m the 

relevant section. 
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6.4.2 Ana{vsis 1- VAS dimensions across the total sample 

Significant Script by Stage interactions were evident on the V:\S dimensions: NoLT/LT, 

F(2,102) = 21.13, p <0.0001, 1\JoFD/FD, F(2,102) = 22.25, p <0.0001 and 1\JoP/EP, 

F(2, 1 02) = 1.92, p <0.0001. A table presenting the means and standard deviations utilised 

in these analyses can be found in Appendix E. 

Life threat 

Figure 12 presents the Script by Stage interaction for NoLT/LT. 
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Figure 12. The mean ratings for the NoLT/LTdtmension for each stage of the Event, Post-

Event and Neutral scripts across the total sample. 

Post hoc testing indicated that the overall level of life threat 'l.vas greatest during the Event 

Script at the Incident and Consequence stages and during the Post-Event script at the Scene 

and Approach stages. As can be observed in Figure 12, the life threat expenenccd during 

the Neutral script was mimmal. Table 37 presents the AN OVA and Fisher PLSD results. 
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Table 37. 

The post hoc anab'ses for the behl'een script differences at each stage for NoLT / LT across the total sample 

(dj= 2, 102). 

VAS 

NoLT/LT 

Stage 

Scene 

App 

Inc 

Cons 

ANOVA Results 

F p 

26.48 <0.0001 

14.12 <0.0001 

43.22 <0.0001 

18.70 <0.0001 

Post hoc test results 

Fisher Difference 

7.21 P>E, P>N 

8.06 P>E, P>N 

8.63 E>P/N, P>N 

6.75 E>P/N, P>N 

Table 38 presents the post hoc tests for the stage differences for 1\;oLT /LT across the total 

sample. It was evident that life threat \Vas observed to be greater at the Incident and 

Consequence stages of the Event script than at the Scene and Approach stages and at the 

Scene and Approach stages of the Post-Event script than at the Incident and Consequence 

stages. 

Table 38. 

The post hoc ana!Jses for the between stage differences for NoLT/ LT across the total sample. 

VAS Script ANOVA Results Post hoc test results 

df F p Fisher Difference 

NoLT/LT Event 3,162 38.24 <0.0001 8.08 3>1/2, 4>1/2,3>4 

Post 3,153 11.77 <0.0001 5 97 1>3/4, 2>3/4 

Neut 3,162 5.56 <0.001 0.86 1>2/3/4 
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Fenr of dc:Ith 

Figure 13 presents the script b:· stage intcr:tction for NoFD /FD across the total sample. 
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Figure 13. The mean ratings for the NoFD /FD dimension for each stage of the Event, 

Post-Event and Neutral scripts across the total sample. 

Post hoc testing indicated that the Event script elicited the greatest level of fear of death at 

the Incident and Consequence stages and the Post-Event script elicited the greatest degree 

of fear at the Scene and Approach stages. The Neutral script elicited a minimal fear of 

death. Table 39 presents the ANOV .A and Fisher PLSD results . 
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Table 39. 

T/.ic poJt /;oc ana!p,·s for t!J,· be/wa n script d!/]t·m;ccs at eadJ stagt'for ;\:oFD I FD across the total sample 

(1/= 2, 102). 

VAS 

1\:oFD/FD 

Stage 

Scene 

App 

Inc 

Cons 

ANOVA Results 

F p 

27.21 <0.0001 

13.64 <0.0001 

30.39 <0.0001 

20.23 <0.0001 

Post hoc test results 

Fisher Difference 

7.08 P>E, P> 0J 

-:-.07 P> E, P>0J 

8.73 E>P/ N, P>N 

6.84 E>P/N, P>N 

Table 40 presents the post hoc testing of the stage differences for NoFD/FD. These 

analyses indicated that fear of death was greater at the Incident and Consequence stages of 

the EYent script than at the Scene and Approach stages and greater at the Scene stage of the 

Post-E,·ent script than at all other stages. No significant differences \Vere noted across the 

stages of the Neutral script. 

Table 40. 

The post boc anab'ses for the betu;w; stage differences for N oFD / FD across the total sample. 

VAS Script ANOVA Results Post hoc test results 

df F p Fisher Difference 

NoFD/FD Event 3,162 26.76 <0.0001 8.05 3> 1/ 2, 4> 1/2, 3>4 

Post 3,153 11.36 <0.0001 5.20 1>2/ 3/4, 2>4 

Neut 3,162 0.48 >0.05 
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Table 41 . 

The post hoc analpes for the betl/JeeJI mipt differemes at each stage for N oP I EP across tbe total sample ( df 

= 2, 102). 

VAS Stage ANOV A Results Post hoc test results 

F p Fisher Difference 

0JoPIEP Scene 18.02 <0.0001 5.90 P>E, P>N 

App 15.52 <0.0001 6.55 P>E, P>0J 

Inc 13.37 <0.0001 7.32 P>EIN, E>N 

Cons 20.09 <0.0001 6.95 E>N, P>N 

Post hoc testing of the stage differences for NoP IEP indicated that pain was greater at the 

Incident and Consequences stages of the Event Script than at the Scene and Approach 

stages but that no significant differences were noted across the stages of the Post-Event 

scnpt. No significant stage differences were observed across the Neutral script. Table 42 

presents the results of these analyses. 

Table 42. 

The post hoc ana!Jses for the betz~·een stage differences for NoP I EP across the total sample. 

VAS Script ANOVA Results Post hoc test results 

df F p Fisher Difference 

NoPIEP Event 3,162 15.0' <0.0001 6.35 3>1 / 2, 4>11213 

Post 3,153 1.87 >0.05 

Neut 3,162 0.31 >0.05 
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6.4.3 Analysis 2- Event type differences 

Event characteristics 

.c\nalvsis of event characteristic data mdicated that there was a sigruficant d1fference 

between the event types in the number of other partles involved 1n the incident, even after a 

Bonferroru correction was applied and the s1gruficance criterion changed to 0.01. The 

Assault group reported a higher number of other partles than the ~IV A group. No 

s1gnificant differences were noted for the number injured, the number killed, time since the 

event or time spent at the Scene. Table 43 presents the means, standard deviations and the 

t test results. 

Table 43. 

1\tfeans, standard devzations, and t test ana!pzs of event characteristic data across event type. 

Variable Event type Analysis Results 

MVA Assault t p Diff 

M SD M SD 

Number mvolved 1.55 (0.55) 3.52 (2.59) 4.89 <0.0001 A>M 

Number inJured 1.11 (1.53) 0.83 (0.49) 0.88 >0.05 

Number kllled 0.09 (0.29) 0.00 (0.00) 1.49 >0.05 

Time since event 4.26 (6.84) 6.90 (8.18) 1.40 >0.05 

Time at the scene 0.~6 (0.66) 1.20 (3.09) 0.92 >0.05 

With a significance criterion of 0.005 following Bonferroni correction, a sigruficant 

difference was noted in the involvement of alcohol or drugs prior to the event. 

196 







----------------------------------------------------------------------............................ ... 

being killed with a trend noted for fear of another being inJured. More participants than 

expected in the 1vfV A group reported fear for another. The same result \Vas observed for 

fear of another being killed. No significant differences between the event types were 

observed for fear of injury, perception of life threat, the time that threat was perceived, or 

fear of death. T able 45 presents the percentages and chr-square values. 

Table 45. 

Group percentages and chi square anab·sis ~f peritraumattc perreptwns if threat data across event type. 

Variable Event type Analysis Results 

MVA Assault xz df N p 

Fear Injury Yes 52.2'7 73.91 2.94 1 67 >0.05 

Fear other inJury Yes 56.82 26.09 5.74 67 <0.02 

Life threatened Yes 47.62 52.17 0.12 67 >0.05 

Time felt threat Ni\ 54.76 56.52 2.43 3 65 >0.05 

Before 21.43 13.04 

Dunng 23.81 26.09 

After 0.00 4.34 

Fear own death Yes 45.45 43.48 0.24 67 >0.05 

Fear death of other Yes 38.64 4.34 9.71 2 67 <0.008 

Visual analogue scales 

No significant differences were noted across event type on the VAS dimensions NoLT /LT, 

F(6,300) = 0.47, p >0.5, NoFD/FD, F(6,300) = 0.58, p >0.05, or NoP / EP, F(6,300) = 
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0.76, p >0.05. A table in Appendix E presents the means and standard deviations mvolved 

in these analyses. 

Factors impacting on the aftermath of the event 

Consideration was giVen to the dtfferences across event type m factors affecting the 

aftermath of the event with a corrected sigruficance criterion of 0.01. Table 46 presents the 

group percentages and chi-square values. A sigmficant difference \vas noted for insurance. 

Not surprismgly, more participants m the i\fVA group had insurance to cover their financial 

loss. More participants than expected in the :MV A group reported not having counselling 

followtng the event. No differences were observed for legal action, compensation claims, 

or feeling current pam. 

Table 46. 

Chi Square Anafpzs of ez,ent aftermath data across event type. 

Variable Event type Analysis Results 

MVA Assault x2 df N p 

Legal Action Yes 18.18 30.44 1.31 1 67 >0.05 

Insurance NA 0.00 78.26 49.64 2 67 <0.0001 

No 40.91 21.74 

Yes 59.09 0.00 

Compensauon claim NA 2.27 8.70 1.56 2 67 >0.05 

No 65.91 65.22 

Yes 31.82 26.09 

Counselling Yes 11.36 39.13 7.05 67 <0.008 

Current Pain Yes 18.18 21.74 0.12 67 >0.05 
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Sevedty ratings 

After a Bonferroni correction y1elded a s1gmficance level of 0 .016, a trend was no ted for the 

severity of injury rating (where 1 IS not severe at all and 10 is very severe). The Assault 

group reported a greater severity of injury than the ;'v[VA group. There were no differences 

for severity of the event or of threat to life. Table 47 presents the means, standard 

dev1ations and analysis results for the seventy ratmgs. 

Table 47 . 

. Means and standard devzations and t test of severzt;· rating data across event t;pe. 

Event type Analysis Results 

MVA Assault t p Diff 

M SD M SD 

Severity of event (10) 5.98 (2.20) 6.13 (3.11) 0.23 >0.05 

Severity of !O)Ury (1 0) 2.57 (2.57) 4.17 (3.06) 2.25 <0.05 A>i\oi 

Severity of life threat (1 0) 3.69 (3.59) 4.04 (3.55) 0.38 >0.05 

6.4.4 Analysis 3- Diagnosdc group differences 

Event characteristics 

Diagnostic group differences m relation to characteristics of the event were considered. 

Analyses of variance were conducted for variables relating to event characteristics and a 

Bonferroni correction produced a s1gruficance critenon of 0.008. These analyses are 

presented in Table 48. No sigruficant differences were observed between the groups for 

the number involved in the event, the number injured dunng the event, the number killed, 
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the amount of time since the event or the time spent at the scene. A sigmficant difference 

was noted between the groups on the expenence of a previous ~IV A/ assault. The PTSD 

group had experienced a greater number of similar events pnor to the target event than the 

ASD and Sub-Clinical groups. The ASD group had experienced fewer previous events than 

the No Symptoms group. 

( 

= 

202 



N 
0 
'-" 

Table 48. 

Mea11s, sta11dard deviatio11s a11d ANO VA res1tlts for evmt characteristic data across diag110sis. 

Variable Diagnostic group 

PTSD ASD Sub-Clinical NoSymp 

M SD M SD M SD M SD 

No of previous 1.89 (1.64) 0.38 (0.77) 0.71 (0.92) 1.44 (1.46) 

Number involved 2.74 (2.62) 2.31 (1.80) 2.12 (1.41) 1.72 (0.96) 

Number injured 1.21 (1.03) 1.00 (0.91) 0.94 (1.03) 0.89 (1.88) 

Number killed 0.11 (0.32) 0.08 (0.28) 0.00 (0.00) 0.06 (0.24) 

Time since event 7.15 (6.44) 4.01 (7.69) 5.52 (10.05) 3.58 (4.71) 

Time at scene 1.63 (3.34) 0.72 (0.64) 0.59. (0.54) 0.59 (0.65) 

Analysis results 

F(3,66) p Difference Fisher 

PLSD 

4.49 <0.007 PTSD>ASD 0.94 

PTSD>Sub 0.87 

No>ASD 0.94 

0.98 >0.05 

0.22 >0.05 

0.60 >0.05 

0.85 >0.05 

1.33 >0.05 



Table 49 presents the chi-square analyses of event characteristic data. \\!ith a Bonferroni 

correction resulting m a significance level of 0.004, a stgruficant dtfference was noted 

according to whether participants had experienced a similar event pnor to the target event 

A greater number of participants than statistically expected in the PTSD and the No 

symptoms groups reported that they had previously experienced a similar event. A trend 

was noted between groups for drug usage m the other party. The PTSD group had a 

greater percentage of participants than statistically expected reporting that the other party 

was under the mfluence of drugs. There was also a trend towards a significant difference 

for the personal use of drugs dunng the event. The PTSD group had a greater percentage 

of participants than expected reporting that they were also under the influence of drugs at 

the time of the event. 
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Table 49 

Group percwtages and chi-square anab'sis of ez'en! cbaracteristm data across diagnos:s. 

Variable Diagnostic Group Analysis results 

PTSD ASD Sub No ;( df N p 

;\[VA Role Driver 44.44 71.43 85.71 50.00 645 6 44 >0.05 

Passenger 44.44 2857 14.29 42.86 

Pedestrian 11.11 0.00 000 7.14 

;\[VA Licence Full 44.44 14.29 28.57 7.14 15.35 9 44 >0.05 

Prov 22.22 85.71 64.29 57.14 

Learn 22.22 0.00 7.14 7.14 

None 11.11 0 00 0.00 28.57 

Trapped in car Yes 22.22 14.29 14.29 7.14 1.07 3 44 >0.05 

Unconscious Yes 26.32 7.69 5.88 5.56 5.25 3 67 >0.05 

Self Drug Yes 31.58 7.69 5.88 5.56 7.54 3 67 <0.06 

Other Drug Cnsure 0.00 7.69 29.41 22.22 13.87 6 67 <0.04 

Yes 57.89 30.77 11 76 22.22 

Damage Small 26.32 23.08 17.65 27.78 1.61 6 67 >0.05 

:-.rod 42.11 30.77 35.29 38.89 

H1gh 31.58 46.15 47.06 33.33 

\vorse event Yes 47.37 76.92 47.06 77.78 640 3 67 >0.05 

Injured Yes 63.16 69.23 47.06 33.33 5.17 3 67 >0.05 

Other inJured Yes 26.32 2308 12.5 5.56 3.46 3 66 >0.05 

Med assistance Hosp 47.37 30.77 52.94 66.67 6.78 6 67 >0.05 

GP 36.84 38.46 41.18 16.67 

None 15.79 30.77 5.88 16.67 

Previous event Yes 68.42 7.69 1176 61.11 20.% 3 67 <() 001 
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Pcritr:wm:uic perceptions ofthrc:1t 

Clinic:ll irucnicw 

lmmedi:w.: respo nses to the e\·cm were examined and a Bonfcrroni co rrection ridded a 

signitlc:H1ce criterion of !lOllS . Table 50 presents the group percentages and chi-square 

\·alut:s. :\ signitlcam difference \\·as indicated for 5ense of Life threat and trends were 

obserYccl for fear of injury and death. ;\lore participants than statistically expected in the 

PTSD group reported feeling that their life was threatened . ;\fore participants than 

expected in the ~o symptoms group reported no sense of life threat and no fear of death . 

:\[ore participants than statistically expected in the L'\o symptoms group reported feeling no 

fear of injury. 

UTAS 
2U6 



Table 50. 

Group percwtages and chi-square ana/pis of peri traumatic response data across diagnosis. 

Variable Diagnostic group Analysis results 

PTSD ASD Sub No x2 df p 

Fear lnJU(}' Yes 73.68 61.54 70.59 33.33 7.6 3 <0.06 

Fear other injury Yes 57.89 23.08 52.94 44.44 4.17 3 >0.05 

Life threatened Yes 77.78 38.46 56.25 22.22 12.04 3 <0.008 

Time felt threat NA 38.89 61.54 43.54 77.78 15.08 9 >0.05 

Before 16.67 30.77 12.5 16.67 

During 38.89 7.69 43.75 5.56 

After 5 56 0.00 0.00 0.00 

Fear own death Yes 63.16 38.46 58.82 16.67 9.91 3 <0.02 

NA 0.00 7.69 0.00 11.11 

Fear death of other Yes 31.58 15.38 41.18 16.67 6.87 6 >0.05 

Visual analogue scales 

Differences between diagnostic groups tn psychological response to imagery were 

investigated. No significant differences were noted on the VAS dimensions of LT/NoLT, 

F(6,288) = 1.46, p >0.05 or NoP /EP, F(6,288) = 1.45, p >0.05. A table tn Appendix E 

presents the means and standard deviations involved in these analyses. 

A trend towards a Script by Stage by Diagnosis Interaction was evident on the NoFD/FD, 

F(18,288) = 1.82, p <0.08. Figure 15 presents this interaction. 
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Figure 15. The mean ratings for the NoFD/FD dimension for each stage of the Event, 

Post-Event and Neutral scripts across diagnosis. 

Between group d1fferences were ev1dent for this interaction on the Event script. The 

PTSD group reported a greater fear of death at the Incident and Consequence stages than 

the No symptoms group. The Sub-Clinical group also reported more fear of death than the 

No symptoms group at the Consequence stage. Group differences were also evident on the 

Post-Event scnpt. At the Scene stage, the PTSD and Sub-Clinical groups reported more 

fear of death than the ASD and No Symptoms groups. Table 51 presents the F values and 

Fisher PLSD results. 

208 



Table 51. 

The between diagnostic group differences for the script ~)' sf,W 0 group interactzon onl\/oFD/ FD. 

Script Stage ANOV A results Post hoc test results 

df F p Fisher Difference 

Event Scene 3,54 0.35 >0.05 

Appr 3,54 0.17 >0.05 

lncid 3,54 2.56 >0.05 

Cons 3,54 2.77 <0.05 22.28 PTSD>No, Sub>No 

Post Scene 3,51 3.82 <0.02 23 .11 PTSD>ASD/ No 

22.24 Sub>ASD/~o 

Appr 3,51 2.19 >0.05 

lncid 3,51 1.18 >0.05 

Cons 3,51 1.19 >0.05 

Neutral Scene 3,54 0.77 >0.05 

Appr 3,54 0.94 >0.05 

Incid 3,54 1.11 >0.05 

Cons 3,54 1.61 >0.05 

Significant between scnpt d1fferences \'l:ere noted for the PTSD group at the Scene, 

Incident and Consequence stages A significant difference was also noted at the Approach 

stage. There was a higher rating of fear of death for the Post-Event script than the other 

scripts at the Scene and Approach stages. Tht" event script resulted in higher ratings of fear 

of death than the other scnpts at the Incident and Consequence stages The Post-Event 

scripts mean score was also higher than for the neutral script at the Incident stage. 

Significant differences were noted for the:: ASD group. Agam, the:: Post-Event script 
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resulted m higher ratings at the Scene stage than the other groups and the Event stage 

resulted m more fear in the InCident and Consequence stages. The Sub-Clinical group 

displayed a similar pattern of response with the Post-Event script elicnmg higher ratmgs at 

the Scene and Approach stages and the event scnpt eliCiting higher ratings at the Incident 

and Consequence stages. The No symptoms group only showed trends towards this 

difference on the Scene and Incident stages. Table 52 presents the F values and Fisher 

PLSD results. 

i 
\ 

.I 
I 
I 

UTAS 

210 



Table 52. 

Tbe between script di.fferences for tbe scnpt b} stage 0• diagnosis mteractton on NoFD / FD. 

Group Stage ANOVA Results Post hoc test results 

df F p Fisher Difference 

PTSD Scene 2,22 9.20 <0.002 19.47 P>E/ N 

App 2,22 4.60 <003 20.61 P>E/ N 

Inc ? ?? ..... ,._ .... 14.12 <0.0001 19.81 E>P/N, P>0l 

Cons 2,22 8.58 <0.002 17.51 E>P/N 

ASD Scene 2,24 3.74 <0.04 9.39 P>E/N 

App 2,24 1.98 >0.05 

Inc 2,24 5.47 <0.01 18.26 E>P/ N 

Cons 2,24 3.33 <0.05 12.38 E>N 

Sub-Clin Scene 2,26 16.20 <0.0001 15.24 P>E/ N 

App 2,26 6.51 <0.005 16.11 P>E/N 

Inc 2,26 10.59 <0.0004 18.28 E>P/ N 

Cons 2,26 7.24 <0.003 16.44 E>N 

No Symp Scene 2,24 2.94 >0.05 

App 2,24 1.50 >0.05 

Inc 2,24 2.88 >0.05 

Cons 2,24 2.49 >0.05 

For the Event script, all groups reported h1gher fear of death at the Incident stage than at 

the Scene and Approach stages. The PTSD and Suo-Clinical groups also reported greater 

fear of death at the Consequence stage than Scene and Approach. On the Post-Event 

script, the PTSD, ASD, and Sub-Clinical groups reported greater fear of death at the Scene 
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stage than at Incident or Consequence stages. The PTSD group also reported higher fear at 

the Approach than at Consequence. Table 53 presents the F values and Fisher PLSD 

results. 

Table 53. 

The betJnen stage dzjferences for the smpt bJ' stage l:ry "f!,roup interaction on NoFD / FD across dtagnosts. 

Diagnosis Script ANOV A Results Post hoc test results 

df F p Fisher Difference 

PTSD Event 3,39 11.19 <0.0001 19.00 3>1 / 2, 4>1 / 2 

Post 3,33 5.03 <0.006 12.80 1>3/ 4, 2>4 

Neut 3,39 0.16 >0.05 

ASD Event 3,36 4.46 <0.01 16.86 3>1 / 2 

Post 3,36 2.54 >0.05 

Neut 3)6 0.51 >0.05 

Sub-Clin Event 3,39 10.19 <0.0001 17. 13 3>1 / 2, 4>1 / 2 

Post 3,39 5.04 <0005 13.40 1>3/ 4 

Neut 3,39 1.18 >0.05 

No Symp Event 3,39 3.06 <0.04 10.37 3>1/2 

Post 3,36 1.28 >0.05 

1'-:eut 3,39 1.39 >0.05 

Factors impacting on the aftennath ofthe event 

Factors present following the event were examined. Group percentages and chi-square 

values are presented in Table 54. A Bonferroni correction was applied to the results and a 
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significance criterion of 0.01 \Vas adopted. Trends were noted according to whether 

participants received counselling or were still expenencmg pam. The PTSD group had a 

greater number of partiCipants than expected who reported expenencmg current pam and 

having had counselling followmg the event. 

Table 54. 

Group percentages and chz-square anajysis results for factors impacting upon the aftermath of the event 

across diagnoszs. 

Variable Diagnostic group Analysis results 

PTSD ASD Sub No xz df N p 

Legal Acnon Yes 36.84 23.08 17.65 11.11 3.83 3 67 >0.05 

Insurance NA 47.37 38.46 5.88 16.67 11.78 6 67 >0.05 

Yes 36.84 38.46 41.18 38.89 

Compensanon NA 5.26 0.00 5.88 5.56 1.54 6 67 >0.05 

Yes 31.58 23.08 35.29 27.78 

Counselling Yes 42.11 15.38 17.65 5.56 8.08 3 67 <0.05 

Current Pain Yes 42.11 15.38 11.76 5.56 9.24 3 67 <0.03 

Severity ratings 

The ratings of seventy of elements of the event were considered and a Bonferroni 

correction applied resulting in a sigmficance level of0.016. A significant difference between 

the groups was noted for the severity of injury With trends noted for the seventy of the 

event and of threat to life. Table 55 presents the means, standard deviations and F values 

for these differences. Post hoc analyses mdicated that on ratings of the severity of the 
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event, the PTSD had higher ratings than the Sub-Clinical and No Symptoms groups. The 

PTSD group reported a higher number of similar events pnor to the identified event than 

the i\SD group, and the Sub-Climcal Group. The No Symptoms group reported 

significantly more similar events than the ASD group. On the rating for severity of !njUl)', 

the PTSD rated significantly higher than the No Symptoms group as did the i\SD group. 

The ratings for severity of percer\'ed life threat indicated that the PTSD group rated the 

threat more highly than the ASD group and the No Symptoms group. 
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Table 55. 

Mea11s, sta11dard deviatio11s a11d ANO VA restt!ts across severity rathrgs for diagnosis. 

Severity ratings Diagnostic group 

PTSD ASD Sub-Clinical 

M SD M SD M SD 

Severity of event (10) 7.50 (2.75) 6.00 (2.41) 5.82 (2.51) 

Severity of injury (10) 4.83 (3.54) 3.31 (2.53) 3.25 (2.38) 

Severity of life threat (10) 5.50 (3.54) 3.00 (3.42) 4.50 (4.05) 

Analysis results 

No Symp F(3,64) p Fisher Difference 

M SD 

4.78 (1.73) 4.01 <0.02 1.61 PTSD>Sub 

1.58 PTSD>No 

1.22 (1.11) 6.09 <0.001 1.70 PTSD>No 

1.85 ASD>No 

2.11 (2.27) 3.54 <0.02 2.44 PTSD>No 

2.24 PTSD>No 



6.4.5 Analysis 4- Blarne group differences 

Event characteristics 

Blame group differences across characteristics of the event were investigated and a 

Bonferroni correction applied. The significance criterion adopted was 0.01 . The Other

blame group had a trend towards a greater number of other parties involved in the event. 

No differences were observed according to the number inJured, killed or in time since the 

event or time spent at the scene. Table 56 presents the means, standard deviations and t test 

results. 

Table 56. 

JVIeans, standard da•iations, and t test anafpzs of e!'ent characteristic data across blame l)pe. 

Variable Blame type Analysis Results 

Self Other t p Diff 

M SD M SD 

Number involved 1.37 (0.60) 2.56 (2.03) 2.51 <0.02 O>S 

Number injured 0.68 (0.89} 1.15 (1.38) 1.35 >0.05 

Number killed 0.05 (0.23) 0.06 (0.24) 0.15 >0.05 

Time smce event 2.81 (4.73) 6.10 (8.0-1-) 1.67 >0.05 

Time at the scene 0.83 (0.67) 0.94 (2.18) 0.22 >0.05 

Table 57 presents the group percentages and chi-square values. After a Bonferrom 

correction that changed the sigmficance criterion to 0.004, a significant difference was 
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noted between the groups 111 rcbnon ro the usc of drugs br the other p:lrt\·. :\ grc:ltcr 

perccnt:lge rlun expcctccl of thc ( )thcr-bbmc group rcporrccl that thc other p:uty w:1s using 

drugs :lt thc time. Trcnds wcrc notcd for the :\[\".\ p:lrtictpants :1.ccorcling to the rolc In thc 

:lcctclcnt, :mel the typc of licence hdcl. :\ higher perccnt:1.ge th:1.n expected of the.: Sclf-bbme 

group reported holding :1. prm·ision;ll licencc, reported being the dri\·er of the or :1nd 

reportcd :1. high degree of cl:J.nuge to the vehiclc. :\ gn.:::1.ter percentage than expected of the 

Other-bbme group reported being :1 passenger. 

For all p:1rticip::tnrs, :1 greater percent::tge of the Self-blame group reported that they were 

not under the influence of drugs /a lcohol. r\ greater percent::tge than expected of the Other

blame group reported that they were under the int1uencc of drugs / alcohol, that the other 

p:1rty \\"::tS ::tlso under the intluence of drugs ; alcohol and that they received no medical 

:J.ttention following the event. 
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Table 57 . 

Cro11p percentages and chi square anab•sis of em1t chamctemltcs data across blame !Jpe 

Variable Blame type Analysis Results 

Self Other ;f df N p 

*i\IV.\ Role Dnvcr 89.47 44.00 9.79 2 44 <0.008 

Passenger 10.53 48 .00 

Pedestrian 0.00 8.00 

"l\fVA Licence Full 10.53 32.00 8.95 3 44 <0.03 

ProYisional 78 .95 40.00 

Learners 10.53 8.00 

None 0.00 20.00 

*Trapped in car Yes 10.53 16.00 0.27 44 > 0.05 

Unconscious Ye~ 5.26 14.58 1.12 67 >0.05 

Self Drug Yes 0.00 18.75 4.12 67 <0.05 

Other Drug Unsure/NA 42.11 4.1 7 21.52 2 67 <0.0001 

No 57.89 . 52.08 

Yes 0.00 41 ,-
.) 'J 

Degree of damage Small 10.53 29.16 6.89 2 67 <0.04 

~lod 26.32 41.67 

H1gh 63.16 29.17 

\\lorse event Yes 57. 89 62.50 0.12 67 >0.05 

InJured Yes 36.84 58. 33 2.52 67 >0.05 

Other InJured Yes 10.53 19.15 0.72 66 > 0.05 

L\ ledical assistance Hospital 68.42 43.75 6.00 2 67 <0.05 

GP 31.58 33.33 

None 0.00 22.92 

Previous similar event Yes 36.84 41.67 0.13 67 >0.05 

*,~IVA Participants only 
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Pcritnwmatic perceptions o{thre:lt 

Clinical interl'iew 

Blame group differences in relation to pcritraumatic reactions were investigated. There 

\\·ere no signiticant differences. Table 58 presents the percentages and chi-square values. 

Table 58. 

Group fJi'li'l:'lllages and chi square ana!pis ofpeJitraumatic respomes data across blame l)pe. 

Variable Blame type Analysis Results 

Self Other X! df N p 

Fear Injury Yes 47.37 64.58 1.68 67 >0.05 

Fear other injury Yes 36.8-t 50.00 0.95 67 >0.05 

Life threatened Yes 36 84 54.35 1.65 65 >0.05 

Time felt threat ~I\. 68.42 50.00 2.19 3 65 >0.05 

Before 15.79 19.57 

During 15.79 28.26 

:\.fter 0.00 2.17 

Fear own death Yes 31 .58 50.00 1.87 67 >0.05 

Fear death of other 0:A 5.26 417 0.37 2 67 >0.05 

:\:o 63.16 70.83 

Yes 31.58 25.00 

Visual analogue scales 

No significant differences were noted bet\veen the blame types on the V r\S dimensions 

NoLT /LT, F(6,300) = 0.88, p >0.05, NoFD/FD, F(6,300) = 0.83, p >0.05 or NoP/ EP, 
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F(6,300) = 0.73, p >0.05. :\ table in :\ppendix E presents the means and standard 

de\·iations involved in these analvses . 

Factors impacting upon the aftermath of the event 

Blame group differences in factors affecting the aftermath of the event were considered and 

a Bonferroni correction resulted in a significance level of 0.01. A sign1ficam d1fference was 

noted accordmg to whether the individual held insurance to cover an\' financial loss. The 

Self-blame group had a greater percentage of partJcipams with no insurance. There was a 

trend in relation to the current experience of pain with the Other-blame group having a 

smaller percentage than expected of participants with current pain and the Self-blame group 

reporting more participants than expected w1th no current pam. 

Table 59. 

Group percentages and chi square tma{ysis ofez,ent aftermath data across blame !Jpe. 

Variable Blame type Analysis Results 

Self Other x2 df N p 

Legal Acnon Yes 10.53 27 08 2.15 67 >0.05 

Insurance 0JA 0.00 37.50 11.49 2 67 <0.004 

No 57.89 25.00 

Yes 42.11 37. 50 

Compensation drum NA 5.26 4.17 009 2 67 >0.05 

No 63.16 66.67 

Yes 31.58 29 .17 

Counselling Yes 10.53 25.00 1.73 67 >0.05 

Current Pain Yes 5.26 25 .00 3 39 67 <0.07 
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Severity Ratings 

Blame group differences in ratings of severity of the event were exammcd \Vith the 

Bonferroni correction producing a significance criterion of 0 016 A trend \vas noted for 

ratings out of ten of the severity of injury. The Other-blame group had a higher rating than 

the Self-blame group. No significant differences \Vcre noted for ratings of the severity of 

the e\"ent, or the severity of threat to life. Table 60 presents the means, standard deviations 

and analysis results for the severity ratings. 

Table 60. 

Afeczm, standard det'iatiom and I test analysis of sez,erf!]: ratinc~ data across blame l)pe. 

Severity ratings Blame type Analysis Results 

Self Other t p Diff 

M SD M SD 

Severity of event (10) 5.95 (2.25) 6.07 (2.67) 0.17 >0.05 

Severity of inJury (10) 1.89 (1.76) 3.65 (3.04) 2.35 <0.03 O>S 

Se,rent:y of life threat (10) 3.05 (3.67) 4.13 (3.49) 1.12 >0.05 

6.5 Discussion 

The aim of this study was to examine differences across the event type, diagnostic grouping, 

and blame type accordmg to the characteristics of the event that may have rendered it most 

traumatic for those individuals or may have protected them from an adverse response 

The protective value of not \"~.litnessmg grotesque images or experiencing inJUl)' or current 

pain, the capacity to perceive the event to have low severity, the lack of perception of life 

221 



rlueat and fear of death, receiving medical assistance, and lack of involvement of drugs in 

the event were considered . 

.-\cross the total sample it was observed that both life threat and fear of death gradually 

reduced during the aftermath of the event as accessed by the Post-Event imagery script. It 

can be suggested that, overall, the participants must have experienced some aspect of the 

e\·ent which resulted in these perceptions reducing. In comparison, ratings of pain 

increased sharply at the Incident stage of the Event script (when the impact of the assault 

or .l\TVA occurred) and continued to increase steadily throughout the Post-Event Script. 

Thus, the experience of physical pain was not influenced by the cessation of life threat. 

There were some objective differences between the experiences of the people exposed to a 

.l\fV £\ and a physical assault. There were more people involved in the assaults than there 

were involved in the i-.fVAs. f..Iult!ple perpetrators in some types of assaults have been 

reported (e.g., Rose & Mechanic, 2002), espeCially in situations that have mvolved the 

victim engaging in risky behaviours (Davis, Combs-Lane, & Jackson, 2002) . A proportion 

of the current sample had been assaulted in the street following attendance at a licensed 

venue. Indeed, the Assault group was more likely than the ivfV A group to report both 

personally using drugs or alcohol and the other party using drugs or alcohol immediately 

prior to the event. Previous research has noted the incidence of serious assault in close 

proximity to licensed premises to be high (Langley, Chalmers, & Fanslow, 1996). 

It was not unexpected that the i\fV1\ group should report more severe damage as a result of 

the event than did the people who had been assaulted given the high potential for vehicle 
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damage with even a mmor collisiOn. Although personal injury may occur as a result of 

physiCal assault, the poss.tbtl..tty for severe property damage is much smaller. 

In support of the hypothesis that severity racings would not differ between the event types, 

the severity of the event and of life threat were not sigruficantly different. As hypothesised, 

the physical assault group reported a greater degree of personal injury and they rated this 

injury as more severe than the MV A group. It was interesting to note that others have 

found an increased chance of physical InJUI:)' of the v.tct.tm of assault when the perpetrator 

was under the influence of alcohol (Brecklin, 2002) . The disinhibiting effects of alcohol 

have been well documented (e.g., Abbey, Zawacki, & McAuslan, 2000; Colder & O'Connor, 

2002; Fillmore & Blackburn, 2002; Justus, Finn, & Steinmetz, 2000; J\IcCarthy, l'vliller, 

Smith, & Smith, 2001). A significant proportion of the current assault sample reported that 

the perpetrator of the assault had been under the .tnfluence of a substance at the time of the 

assault. 

As previously described, the relat.tonship between the severity of physical injury and the 

development of PTSD is complex. Although greater .tn}UI:)' severity has been associated with 

increased risk for posttraumat.tc stress symptoms, this association has only been observed in 

a limited number of studies (Blanchard et al., 1995; Ironson et al., 1997) and other studies 

have found no association (e.g., Landsman et al., 1990; i\falt, 1988; Malt et al., 1989; Perry et 

al., 1992). It was suggested that an injury that -.vas more visible and grotesque in appearance 

and the perception that the .tnjury "I.Vas caused by the actions of another party render an 

individual more vulnerable to an adverse response (Scott.t et al., 1992). In support of such 

research, in this study the Assault group reported more blame towards another party and 
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greater perception of injury, and this group contained a majonty of rndividuals \vho had 

PTSD. 

Despite the greater physical inJury in the Assault group, this group was less likely than the 

i\[V A group to seek medical assistance or to be hospitalised. A 1\-fVA Is probably more 

likely to result in police and emergency services being called leading to medical assistance 

being provided and transport to hospital than would be expected in the case of assault 

where such assistance may need to be Initiated by the victim or witnesses. 

No significant differences between the event types "\Vere noted m the number of people 

inJured or killed and so the hypothesis that the M:VA group would observe more inJUf)" or 

death of another party was not supported. However, the MV.'\ group was more likely than 

the r\ssault group to report fear that another person would be mjured or would die. The 

specific narure of the two events can easily account for th1s result. The victim-perpetrator 

relationship in a physical assault 1mplies that one person is causing physical harm to 

another. Even if retaliation occurs, th1s type of Interaction would preclude feelings of 

concern for the other party. The malicious mtent that is considered to be mherently part of 

an assault would determine the nature of the response to the other party. In contrast, a 

1\fV A has the potential to threaten the physical Integrity or life of all Involved, includmg 

passengers in both/ all vehicles. Also, the perception of malicious mtent mav be lower 

leading to more concern for all people involved in the accident. 

Contrary to the hypotheses, many of the objective aspects of the events were the same for 

all diagnostic groups. In particular, similanties were noted in the pentraumatic factors 
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examined such as the number of people im·oh·ecl in the event, the numbers injured or killed 

as a result of the e\·ent and the duration of time spent at the scene. This is somewhat 

surprising given the association in the literature bet\veen objective factors denoting the 

severitY of a traumatic event and the development of PTSD. For example, the violent 

deaths of children increased the likelihood of PTSD in parents (1-Iurph~·, Johnson, \v'u, Fan, 

& Lohan, 2003) and the risk of developing PTSD was increased following the violent death 

of a spouse (I<.altman & Bonanno, 2003). Further, being trapped 10 the rubble (Basoglu, 

Salcioglu, & Livanou, 2002), physical injury (Hsu et al., 2002) and the death of a family 

member (Basoglu et al., 2002; Hsu et al., 2002) were associated with higher rates of PTSD 

following exposure to an earthquake. Indeed , physical injury has been identified as a risk 

factor in a number of circumstances (Acierno et al., 1999; Blanchard et al., 1994b; Mayou, 

1992; l"viayou et al., 1993; Tucker et al., 2000). 

However, the absence of differences in the objective experience of the events does support 

the proposition that subjective factors played an important part in the development of 

posttraumatic stress responses in this sample as suggested by previous research (e.g., 

Burnstein, 1985; Green & Lindy, 1994; Helzer et a!., 1987; Horowitz et al., 1980; Janoff

Bulman & Frieze, 1983; Joseph, \v'1lliams et al., 1995; 2\hrch, 1993; Solomon & Canino, 

1990). 

Despite litde difference in physical injury beN:een the diagnostic groups, the PTSD group 

was more likely to report current pain as a consequence of the expenence of the traumatic 

event. Enduring difficulty as a result of injury, rather than inJury itself seems to have 

contributed to the development of posttraumatic stress symptoms 10 this sample. The 
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.c\SD, Sub-Clinical and No Symptoms groups reported less pain and so the early resolution 

of injury and little experience of subsequent pain m1ght be a protective factor. There has 

been some report in the literature of an association between the experience of pain and the 

de,·elopment of PTSD (e.g., Sharp & Harvey, 2001; Smith, Egert, \'\'inkel, & Jacobsen, 

2002). ,\!though some have found pain not to significantly contribute to the development 

of PTSD (Asmundson, Wright, McCreary, & Pedlar, 2003; Cheung, Alvaro, & Colotla, 

2003), others have suggested that It is the memory of peritraumatic factors such as the 

experience of pam that are associated with intrusive thoughts rather than memories of 

factual information about the event (e.g., Schelling, 2002). 

Interestingly, there was a d1fference between the diagnostlc groups in the number of 

previous traumatic events experienced by group members. In particular, the PTSD group 

experienced more previous traumatic events than d1d the ASD or Sub-Clinical groups. 

There is a substantial body of literature that highlights the psychological vulnerability of 

people who have previously been exposed to traumatic events. This has been demonstrated 

in combat veterans (Toren, \'Vol.mer, \Xfe1zman, Magal-Vard1, & Laor, 2002), people 

exposed to an earthquake (Salcioglu et al., 2003), followmg media exposure to terrorist 

attacks (Pantin, Schwartz, Prado, Feaster, & Szapocznik, 2003), following a submarine 

accident (E1d & Johnsen, 2002) and in women experiencing a vanety of interpersonal and 

non-interpersonal events (Green et al., 2000). 

It was also noted that the PTSD group had experienced more sim1lar events prior to the 

traumatic event of interest to tills study. It has been demonstrated in the literature that 

reminders of previous events can trigger posttraumatic stress symptoms in people who have 

226 



had similar experiences. For example, it was demonstrated that the threat of missile attacks 

reactivated posttraumatic stress s~·mproms in individuals previously exposed to missile 

attacks (forcn eta!., 2002). 

Also of interest was the fact that the No Symptoms group reported more previous 

traumatic events of any kind than the ASD group. It should be noted that the ASD group 

was characterised by resolution of posttraumatic stress symptoms within the four-week 

period following exposure to the traumatic event. The lack of a traumatic history may have 

contributed to the overall resilience of this group. The No Symptoms group reported that 

they had experienced a worse event than the target event m the past. This coupled \Vith the 

lack of inJut-y experienced by this group may have contributed to their ability to cope with 

the target event. 

It \Vas evident that subjective interpretation of the nature of the traumatic event did play a 

role with regard to diagnostic groupmg. In particular, the PTSD group was more likely to 

feel that their life was threatened by exposure to the traumatic event. Overall, the PTSD 

and Sub-Clinical groups appeared to report more fear of death than the other groups. A 

different pattern of response was observed across the stages for fear of death with fear 

continumg to be elevated m the PTSD and Sub-Climcal groups at the start of the Post

Event script. This indicated that those mdividuals who go on to develop more chronic 

symptoms might experience a more prolonged fear of death during the trauma. A 

continued sense of threat to life was noted in people who had experienced a :tviV A, believed 

they were about to die, and went on to develop posttraumatic stress symptoms (Haines, 

Williams, O'Donnell, & \'(!ells, 2003) . It has been reported that burglary victims 
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experienced a more prolonged psychophysiological arousal than physical assault victims, 

which was associated with a lack of detinite cessanon of the perception of threat to life for 

the burglary victims (Haines, Williams, & Spiranovic, 2003). No difference was observed m 

PTSD symptomatology in that research but these findings together with those discussed for 

this research suggest that the continuauon of a sense of life threat into the aftermath of the 

event has consequences for arousal levels and posttraumatic stress symptoms. 

In contrast, the No Symptoms group reported little perceived threat to life or fear of death. 

It is now well established that perceived threat has as much or more influence on the 

development of PTSD than actual threat in most cases (e.g., i\Iayou, Ehlers, & Bryant, 

2002) . Further, perceived threat at the time of the event has been associated with a greater 

risk of the development of PTSD than pre-trauma characteristics (Ozer, Best, Lipsey, & 

\\!eiss, 2003). In additiOn, people with PTSD followmg a i\fVA have reported greater 

perception of life threat than people without PTSD despite having less objective evidence 

of injury severity lDelahanty, Raimonde, Spoonster, & Cullado, 2003). The current sample 

of people with PTSD rated their severity of inJury as greater than the group without 

symptoms despite the lack of ob1ecuve difference In the extent of physiCal injury· between 

the groups. Interestingly, fear of injury has been reported to be associated with the 

development of PTSD in the past (Kersey, 1989). 

It has been suggested that for a significant posttraumatic change in psychological 

functioning to occur, either negative or positive, a peritraumatic event must occur that acts 

as a catalyst for that change. Research has indicated that perceived life threat IS a potent 

enough factor to act as that catalyst. Negative posttraumatic change was determined to be 
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triggered by an extended duration of perceived hfe threat into the immedJate aftermath of a 

iVIV A whereas positive posttraumatic change occurred when 1t was perce1ved that life threat 

had terminated with the cessation of the traumatic event (Hames, \'V'illiams, O'Donnell et 

al., 2003). 

It was mteresting to note that the PTSD group rated the1r seventy of life threat as greater 

than the ASD group. The ASD group in thJs sample '..Vere charactensed by a resilient 

response whereas PTSD clearly was assoCJated with psychological maladjustment. It may 

be that the severity of life threat of the ASD group was msufficient to act as a catalyst in the 

same way as it functioned for the PTSD group. 

Diagnostic groupmg influenced the way m which fear of death was reported m response to 

the stages of the scripts. In general, there was an increase in fear of death at the Incident 

stage of the Event script that was maintained over the Consequence stage and mto the 

Post-Event script. Diagnostic group differences were evident across fear of death. At the 

Consequence stage of the Event script, the PTSD and the Sub-Clinical groups rated more 

fear of death than did the No Symptoms group. At the Scene stage of the Post Event 

script, the PTSD group indicated more fear of death than did the ASD and i'Jo Symptoms 

groups with the Sub-Clinical group also reporting more fear of death than did the ASD and 

No Symptoms groups. Fear of death did reduce for the PTSD and Sub-Clinical groups 

after the initial stages of the Post-Event scnpt, but this fear seemed to have been more 

prolonged for these two groups. 
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A prolonged sense of current threat was proposed by Ehlers and Clark (2000) to account 

for the persistence of PTSD symptoms. That is, they proposed that mdiv1duals who 

experience excessively negauve appraisals of the event and its consequences and disturbed 

memory for the event where it IS reexpenenced as though it IS currently occurring, \VIll also 

expenence a prolonged sense that the threat remains long after the event has occurred. 

Such processes may have been involved for the individuals in the PTSD and Sub-Clirucal 

groups. These processes may have resulted in their more prolonged experience of fear of 

dying than that reported by the ASD and No Symptoms groups. 

It has been suggested that the relationship between peritraumatic dissociation and PTSD 

severity was solely accounted for by fears about death and losmg control (Gershuny et al., 

2003). A sense of death threat, along with other vanables, was reported in one study to 

predict the development of ASD (Fugsland et al., 2002). 

It has been demonstrated that high level exposure to traumatic events can result in both 

negative and positive changes (Chen, Hung, Lin, & Tseng, 2002). When considering the 

potentially negative or positive outcomes following a strong belief that death was imminent 

at the time of a traumatic event and a strong fear of death (Haines, \'V'illiams, O'Donnell et 

al., 2003), it was evident that both those who experienced a strongly negatiYe response to 

traumatic experience in the form of PTSD and those who experienced a strongly positive or 

resilient response firmly believed they were going to die at the time of a MV A. \'V'hat 

distinguished the groups was the immediate resolution of the fear at the Consequence stage 

of the rvrv A-related imagery for those who \Vent on to develop a positive outcome. Those 

who developed PTSD did not report a significant reduction in fear of death or belief that 
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death was Imminent at the Consequence stage of the event script. It may be that the 

continued fear of death after the cessation of the traumatic event, even for a relatively short 

penod of time, may be related to cognitions that set rhe md1vidual on a pathway to the 

development of symptomatology. 

There is increasing evidence that a negative interpretation of a traumatic event contributes 

to the severity of posttraumatic stress symptoms (Laposa & Alden, 2003). In fact, 

peritraumatic cogmtive processes have been reported tO be associated with the development 

of PTSD through the development of disorganised memories of the traumatic experience 

(Halligan, Michael, Clark, & Ehlers, 2003). 

It was the PTSD group that was most likely to report that the other party involved in the 

traumatic incident was under the influence of a substance at the time of the event. 

Although it could be argued that use of a substance could increase the likelihood of 

inadvertent involvement 1n a conflict situation (e.g., Chikritzhs & Stockwell, 2002; 

McClelland & Teplin, 2001) or because of disinhibition or umntentionalmvolvement m a 

:NfVA (e.g., Jones & Jorgensen, 2003; Larsen & Kines, 2002; Reynaud, Le Breton, G1lot, 

Verv1alle, & Falissard, 2002), it may be that this objective pentraumatic factor is being 

subjectively interpreted as increasing the malicious mtent of the other party. It has been 

demonstrated that perceptions of malicious human intent are detrimental to the 

psychological adjustment of the individual mvolved in the traumatic event (e.g., APA, 1994; 

Green, 1994; McGuire, 1990; Parson, 1995; Schonfeld, 2002). Alternatively, the victim of 

the traumatic event may consider that the event was avoidable if the other party had not 

been under the influence of a substance, although moral responsibility has been shown to 
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be important in relation to the interpretation of traumatic events for all people exposed, not 

just those who develop PTSD (Carlier, Lambens, & Gersons, 2000). 

\Vhen considering blame type differences, there were a number of factors that did and did 

not distinguish the Self-blame group from the Other-blame group. No differences were 

noted in the experience of inJury or in exposure to the injury or death of another party. 

This was in line with the hypotheses. The hypothesis that the Other-blame group would 

experience a greater sense of life threat and fear of death as a result of the external nature of 

the ducat and lack of control was not supported. No differences were observed between 

the blame type groups in perceptiOn of life threat or fear of death. 

However, those who blamed themselves were more likely to be the driver of the motor 

vehicle involved in the 1vrv A and \Vere more likely to hold a provisional licence, \Vere more 

likely to report a high degree of damage as a result of the event, and were more likely to be 

hospitalised as a result of the event. As a group, these vanables would indiCate a high 

degree of perceived responsibility. That is, an inexpenenced dnver, m control of a vehicle, 

\vas involved in an accident that caused severe damage that resulted in physical inJury that 

required hospitalisation. Thus, attributiOn of blame may have been made to internal but 

not necessarily stable factors, as the level of driving experience Is changeable. This may 

have assisted the Self-blame group to adapt to the experience more effectively. 

In contrast, those who blamed others for the event were more likely to be a passenger in 

the i\fV A, were more likely to report that the other party was under the influence of a 

substance at the time of the event, and were more likely to have been expenencing pain at 
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the time of the :1.ssessment :1.nd mted their injury as more severe. The responsibility of the 

other parry would h:1.vc been determined by the fact that the participant had no control m·er 

the .\[\',\ because of their p:~s senger status. It would be more likely that a dri\'Cr would be 

blamed for a ;:\[\' i\ rather than someone who was not in control of the car at the time of 

the event (Ho et al., 2000). The drunk or drugged state of the other party would have 

contributed to the allocation of blame towards them (Lane & Knowles, 2000; \X'ild, 

Gr:1.ham, & Rehm, 1998). Finally, a means of coping with ongoing pain may be to hold 

another party responsible for the individual's current situation (Eccleston, \\-'illiams, & 

Rogers, 1997). This strategy has been associated with poorer adjustment in burn patients 

(L:1.mbert, 2000). 

In summary, this study indicated that certain aspects of the event might render it more 

traumatic for some individuals . It was clear that immediate reactiOns to the event have 

some role to play in the longer-term response to it. As was discussed in the previous 

chapter, the PTSD, ASD and l\:o Symptoms groups attributed blame towards another party 

and the PTSD and ASD groups perceived them to have malicious intent. This study 

contributed to the understandmg of resilient responses with the ASD group being 

distinguished by a lack of prior similar trauma, early resolution of injury and subsequent 

pain, and most importantly, they experienced a lower perception of life threat, a lower 

rating for the severity of life threat and as a result they experienced less fear of death. The 

stimulus characteristics that were reported by the No Symptoms group also included low 

severity ratings, very little injury and experience of pain and, as a result, there was very little 

experience of life threat or fear of death. They also reported fewer incidences of others 

being injured during the event. 
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.r\s a result of this srudy it can be suggested that vulnerability in the face of trauma might be 

associated \\·ith other-blame and a perception of malicious intent coupled with a high 

perception of the severity of the threat to life, which persists through into the aftermath of 

the traumatic event and promotes peritraumatic fear of death. Conversely, a protective 

response involves the perception of other-blame (and, thus, the avoidance of negative 

emotions such as guilt) but in the absence of the other variables listed above. The results 

suggested the importance of the characteristics of the stimulus in predicting resilient 

responses as proposed by the integrative model Qoseph, \v'illiams et al., 1995) and that 

peritraumauc emotional responses are important in the aetiology of posttraumatic stress 

responses. 

Indeed, research has indicated that peritraumatic responses such as negative emotions and 

dissociation can be predictive of adverse responses (Bernat et al., 1998). The next 

component of the model to be tested was the role of peritraumatic emotional state 10 the 

development of posttraumatic stress symptoms (emotional stare factors) . The next senes of 

srudies (4, 5 and 6) aimed to evaluate whether differences in peritraumatic emotional states, 

and psychophysiological arousal and dissociation as a consequence of such emotions differ 

across event type, different posttraumatic stress diagnoses and whether attribution of blame 

impacts upon peritraumatic emotional responses. 
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for Traumatic Stress Stud1es. Melbourne, Australia. 
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Paper presented at the 3'd World Conference on Stress. Dublin, Ireland. 
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CHAPTER 7 

STUDY 4- EMOTIONAL STATE FACTORS I: 

PSYCHOLOGICAL RESPONSES 
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7.1 Introduction 

The integrative model Qoseph, \'Y'illiams et al., 1995) gave consideration to the role of 

the emotional state at the time of the event as a potentially influential facror in the 

development of symptoms. The authors discussed the fact that the symptoms of ASD 

(dissociative, reexperiencing, avoidance and arousal symptoms) have the capacity tO 

develop during or soon after the event. They highlighted that not ali mdividuals who 

develop ASD progress to the development of Sub-Clirucal symptoms or PTSD and so 

the relationship between these d1sorders may be moderated by other variables (as 

discussed in Chapter 2). The next series of studies (4, 5 and 6) a1med to evaluate 

\vhether dtfferences in peritraumatic emotional states, psychophysiOlogical arousal and 

dissociation may distinguish those who develop ASD from those who develop PTSD. 

This chapter aimed to evaluate differences m some peritraumatic emotions that have 

been identtfied in the literature to have potential influence on the development of 

symptoms. The emouonal states chosen mcluded anger wh1ch 1s commonly observed m 

assoc1auon with posttraumatic stress symptoms, fear and helplessness, as these are 

outlined m the dtagnosttc cntena as important aspects of the mdrvtdual's response, 

an.."iety as this emotion 1s at the core of posttraumatic stress responses, tens1on as a 

more physiological representauon of this emouon, and gu1lt, relief, and gnef or loss as 

potential reactions to the event. These peritraumatic emotional states were evaluated 

across event type, diagnosuc group, and blame type with the a1m to idenufy what factors 

acted to protect an indiv1dual from an adverse response to trauma. 

7.1.1 Emotional states and event types 

There appears to be minimal research of the influence of pentraumatic emot10nal states 

other than dissociation and fear, espec1aliy in relation to different event types. 
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Theoretically, it has been suggested that different types of events may gtve nse to 

different emotions. For example, the DSM-IV has suggested guilt, anxiety, shame and 

despa1r are more commonly observed in associauon wtth an mterpersonal stressor, such 

as chtld sexual abuse, domesuc battering, bemg taken hostage, or torture (APA, 1994). 

I 
!. 

! 

These events all mclude a htgh level of intent to harm on the part of the other party. 

Indeed, research has reported more severe posttraumauc stress symptoms as assessed by 

the Trauma Symptom Inventory 10 assoctauon wtth interpersonal stressors such as 

sexual abuse, rape or physical assault compared to non-interpersonal stressors such as 

life threatening illness or traumauc loss (Green et al., 2000). Further empirical 

invesugation of whether different events are assoctated with different emouonal states 

was considered \Varranted, parucularly to evaluate whether experiencmg an event 

involving fe\ver interpersonal connotations (i\TVA as opposed to assault) rmght be 

protective. 

7.1.2 Emotional states and posttraumatic stress diagnoses 

A broad feeling of emottonal dtstress in response to event-related sumuli has been 

observed 10 association with PTSD. Blanchard and colleagues (1994a) found greater 

ratings of distress in a PTSD group as opposed to a non-PTSD group while listerung to 

audiotapes describtng their rvfV A. In a second study, higher ratings by those wtth 

current PTSD than lifetime PTSD on a Subjective Units of Distress Scales (0-100 of 

feelings of distress) have been obsen·ed in response to combat-related sull images and 

sound tracks (Keane, K.aloupek, Blanchard et al., 1998). The results of these studies 

confirm that anxiety in the face of reminders of the trauma is charactenstic of the 

disorder. 
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\\!hen considering more specific peritraumatic emotional states that might be associated 

with PTSD, it must be acknowledged that a diagnosis of PTSD requires that the 

mdividual experience feelings of fear, helplessness or horror (APA, 1994). Faa and 

Kozak (1986) have emphasrsed the role of the emotional processmg of fear m 

overcoming trauma and suggested that posttraumatic stress symptoms will continue 

until the fear memory structure Is modlfied so that fear Is not observed m reaction to 

event-related stimuli. As dtscussed m Chapter 6, pentraumatlc fear of death has 

certainly been consistently reported m association wtth traumatic events and such 

research has suggested that pentraumatic fear Is associated wtth the development of 

PTSD (Allden et al., 1996; Bernat et al., 1998; Blanchard et al., 1995; Blanchard, 

Hickling, Taylor et al., 1996; Delahanty et al., 1997; Ehlers & Clark, 2000; Ehlers et al., 

1998; Green et al., 2001; Holmes et al., 1998a; Resruck et al., 1992). ASD mvolves 

pentraumatlc dtssociauon and Chapter 9 involves further mvesugation of tlus mfluence. 

Brewm (2001) suggested that emotional responses to a traumatic event are dlvided Into 

pnmary emotions, or Immediate responses to the event (fear, helplessness, horror), and 

secondary emotions, wluch occur after the immedlate threat is over. However, some 

research has suggested that other pentraumauc emotions mtght play a role m the 

development of PTSD. Tlus research was reviewed. 

It is e\·ident from revrew of the literature that few studles have considered the influence 

of peritraumatlc variables other than dlssociauon and the pnmary emotions described 

above except in the context of the attnbuuon research that will be covered in the next 

section. However, the research that has been conducted has indicated that emotional 

responses dunng the event can account for up to 79% of the \·anance m PTSD 

symptoms (although tlus study included dissociation) (Resick, Churchill, & Falsettl, 

1990). Peritraumatic reactions mcluding fear, Interpersonal guilt, anger, shame 
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(Andrews, ct a!., 2000; Bernat et al., 1998; Feeny ct a!., 2000; Franklin, Posternak, & 

Zimmerman, 2002), and extreme anxiety or panic (Moleman, van dcr Hart, & van der 

Kolk, 1992; Resnick, Falsetti, Kilpatrick, & Foy, 1994) have been reported to be 

important predictors of PTSD. Initial panic symptoms have been related to symptoms 

of intrusion at a 3 month follow-up (Resnick, 1997) and one study proposed that panic 

symptoms might lead to dissociation in order to cope with the level of 

psychophysiological arousal and that this, in turn, might lead to PTSD (Nfoleman et a!., 

1992). 

In summary, the pemraumauc expenence of fear, helplessness or horror IS part of the 

clinical picture associated with PTSD and r\SD and peritraumauc dissociation IS 

especially associated with ASD. Such feelings would be expected to be reported by 

individuals with these disorders. However, research has also considered the mfluence of 

emotions such as anger, guilt, and anxiety/ paruc symptoms as predictors of maladaptive 

responses posttrauma (e.g., Andrews, eta!., 2000; Bernat eta!., 1998; Feeny eta!., 2000; 

Franklin, Posternak, & Zimmerman, 2002; Moleman, van der Hart, & van der Kolk, 

1992; Resruck, Falsetti, I<Jlpatnck, & Foy, 1994). As a result, the protective value of an 

absence of such emotional responses will be considered. 

7.1.3 Emotional states and attribution of blame 

The integrative model Qoseph, \'\'1lliams et al., 1995) proposed that the Immediate 

processing of the traumatic expenence gives rise ~o a range of negative emotional states 

(such as guilt, anger, or rage) that might be expenenced dunng the event The authors 

acknowledged the work of Wemer (1986) who proposed that different types of 

attributions give rise to different emotional responses (\X'emer 1980, 1986; \'V'emer, 
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ro tnfluence the de\·clopment of posttraumatic stress symptoms. It appears that self-

blame might have protective \·alue through enhancement of control but may also create 

vulnerability through eliciting feelings of guilt. Other-blame rna\· render an individual 

more vulnerable as a result of emonons such as anger. 

7.2 The current study 

The aim of the current srudy \\'aS ro evaluate \vhether peri traumatic emotional responses 

ro the traumatic event might differ according to event type, might disnnguish those who 

develop ASD from those who develop PTSD or sub-clinical symptoms, or might differ 

according to attributions of blame for the e\·enr. The psychological responses that the 

literature indicated were most relevant mcluded feelings of tension, anger, fear, anxiety 

and guilt. This was part of the m·erall aim to identify protective factors through testing 

the components of the integrative model (tlus srudy evaluated the contribution of 

emotional state factors). There were a number of hypotheses. 

It appears that Interpersonal stressors might be more likely to elicit feelings of anxiety. 

It was expected on this basis that the Assault group would report higher levels of 

anxiety and tenston than those expenencmg a l\IVA as a result of the higher levels of 

other-blame and greater perceptions of mtent to harm on the part of the other party, as 

described in Chapter 6. In comparison, it \Vas expected that those experiencmg a L'.IVA 

would report higher levels of guilt due to the internal nature of the blame attnbutions 

that were observed m this group. 

The literature indicated that the presence of posttraumatic stress symptoms has been 

associated \Vith strong emotional responses to the traumatic event. It was anticipated 
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on this basis that the PTSD group would display stronger emotional responses to 

imagery. The symptoms of panic ha\·e particularly been associated with PTSD and so It 

was expected that the PTSD group would report greater feelings of anxiety and tensiOn 

than the other groups. As the Sub-Chmcal group represents indtviduals who expenence 

impairment but do not qutte meet the diagnostic critena for PTSD, it was expected that 

they might also report strong emouonal responses to the event. As ASD IS associated 

with dissocJatlon, Jt was expected that this group would not report strong emotional 

responses as a funcnon of this mechanism. The No Symptoms group was expected to 

report minimal emononal responses. It was expected that there would be dJfferences in 

psychologtcal responses across the stages of Imagery With the greatest responses bemg 

present during and immed.Jately after the incident. 

The literature suggested that Internal attnbunons were more likely to promote feelings 

of gUJlt and anxiety whereas external attnbutJons were suggested to promote feelings of 

anger, tensiOn and fear. On thJs baSJS It was expected that these differences would be 

observed between the Self and Other-blame groups. 

7.3 Method 

7.3.1 Participants 

A full descnpnon of demographic mformanon for the total sample can be found m 

Chapter 4. The characteristics of the sample involved in the current study were as 

described for Study 2. 
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7.3.2 Jlfnterials 

Peritraumatic psychologtcal responses \n.:re :1ssessecl tn rwo ways. Firstly, some 

mform:1tion for this studY was obtamed from the P,\CCI (Holmes, 199..,.) and the 

P :\SCI (\\.ells, 1999) that were described in Chapter 4. The reb·anr section for this 

srudy was that related to the emotional responses experienced by the participant. 

Secondly, imagery scripts as described for Study 2 were utilised in this srudv. 

Peritr:lumatic psychological reactions during the imagery were assessed with V r\Ss 

().kCormack et al., 1988) as were described in Srudy 2. These V ASs were on the 

dimensions of Relaxed / Tense (R/T), Calm/ Angry (C / A), Unafraid / Afraid (U /A), 

Relaxed/ Anxious (R/ A), and Not Guilt/ Guilty (NG / G) . These VASs are presented in 

Appendix G. The VASs were scored in rhe same way as described for Srudy 2. 

7.2.3 Procedure 

The procedure for this srudy ,,·as as described for Srudy 2. 

7.2.4 Design and analysis strategy 

Analysis 1 involved a 3 (Scnpr: E\·ent, Post-E\·ent, Neutral) x 4 (Stage: Scene, 

Approach, Incident, Consequence) within sub1ects design with repeated measures with 

the dependent variables being the VAS data across the total sample. 

Analysis 2 involved a one factor bet\veen subjects analysis of the c!intcal mtervtew 

psychological responses data across event type and a 3 (Script: £,·em, Post-Event, 

Neutral) x 4 (Stage: Scene, Approach, Incident, Consequence) x 2 (Event type: ;\[\T A, 
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Assault) mixed factonal design wtth repeated measures with the dependent \·anables 

being the VAS data . 

.r\nah·sis 3 involved a one factor between subjects analysis of climcal interview 

psychological responses clara across diagnostic groups and a 3 (Scnpr: Event, Post

Event, Neutral) x 4 (Stage: Scene, Approach, Incident, Consequence) x 4 (Diagnostic 

group: PTSD, ASD, Sub-Clirucal, No Symptoms) mtxed factonal design wtth repeated 

measures with the dependent variables being the VAS data. 

Analysts 4 involved a one factor between subjects analysts of the climcal mterview 

psychological responses data across blame type and a 3 (Script: Event, Post-Event, 

Neutral) x 4 (Stage: Scene, Approach, Incident, Consequence) x 2 (Blame type; Self, 

Other) mixed factorial design with repeated measures wtth the dependent vanables 

being the VAS data. 

7.4 Results 

7.4.1 Overview 

The VAS data were analysed wtth separate ANOVAs for each d1mens10n across the 

total sample, event type, and diagnostic group and blame type to determine if 

psychological responses to imagery differed. In each sectiOn except the total sample the 

descriptions from the structured mterview will be gtven follO\ved by the analyses of the 

VAS responses to imagery. For rhe questionnaire data, a Bonferroni Correction was 

applied and a sigruficance criterion of 0.01 adopted. Tables presenting the means and 

standard deviations utilised in these analyses can be found in Appendix H. 
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7.3.2 Analysis 1- VAS responses across the total sample 

The VAS ratings for the tOtal sample were constdered. Stgmficant Scnpt by Stage 

tnteracttons \vere evident for all of the dtntcal VAS dimensions: R / T, F(2,102) = 55.41, 

p <0.0001, CI A, F(2,102) = 35.40,p <0.0001, U/-'\, F(2,102) = 64.67,p <0.0001, R / A, 

F(2,102) = 57.40, p <O.OOCH, and NG/G, F(2,102) = 16.43, p <0.0001. Ftgure 16 

presents the scnpt by stage interacuon for the VAS d1menston R/ T. This figure 

provides an example of the typical psychological response to tmagery. 
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Figure 16. The mean raungs for the R/T dimension for each stage of the Event, Post-

E\·ent and Neutral scnpts across the total sample. 

Table 61 presents the post hoc analyses relating tO these interactions. In summary, post 

hoc testing of the script differences indicated that there was a tendency for VAS ratings 

tO be greater (indtcattng more negative expenences) for the Event and Post-Event 

scripts than the Neutral script. There was also a tendency for rugher raungs on the 

Event script than the Post-Event scnpt at the Incident and Consequence stages and 

higher ratings on the Post-Event script at the Scene and Approach stages. 
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T!•: P'~·': /;o: , : ,:,:lr.~·,· .. ·fr;r d •,· /!, ·!n-:: I! H l :jJ/ tl;rj, .,,., .. ,, ... til t"tui; sir~~·· for Stur!r -1 [ '.-'1.\" lillil~~s cllTOJJ tilt' 

fr,t.:l ·'':n:p!: rd!= l.!Ol). 

Y:\S Stage :\NOVA Rcsuhs Post hoc test results 

F p Fisher Difference 

ItT Scene.: 12ll.4(1 <O. IHH)I -:-.-:-o P>E / 0:, E>N 

.\pp 1311.5(1 < U.UliO I 8.07 P>E / 0:, E>0: 

Inc 22(1.:) I <O.OOlll 1.2l) E > P/0:, P>0: 

Cons 211.83 < U.OOlll 7.54 E>P/ 0:, P>N 

C .\ Scene 101.55 <0.0001 "7.53 P>E/N, E>N 

:\pp 108.43 <0.0001 8.02 P>E/N, E>N 

Inc 124.5"7 <0.0001 8.28 P>E/N, E>0: 

Cons I,- ")-.)J._ <O.tHJOI 8 ~? ,.)_ E>N, P>0: 

c /:\ Scene llll.SS <U.Ol10 1 "7.89 P>E/ 0:, E>!\: 

:\pp 93.02 <().0001 8.00 P> E/0:, E>J'.: 

Inc 116JI3 <0.0001 8.69 E>P/N, P>0: 

Cons I U 1.69 <0.0001 8.87 E>P/ 0i, P>N 

R/:\ Sccne 149.23 <0.0001 7.72 P>E / 0:, E>0: 

:\pp 112.12 <0.0001 8.88 P> E/ N, E>N 

Inc 209.02 <0.0001 1.66 E>N, P>0: 

Cons 212.09 < IJ.OOOI 7.63 E>N, P>N 

NG / G Scene 34.80 <0.000 1 8.17 P>E, P>N 

:\pp '~ ? ' .).)._.) <0.0001 8.4' P>E, P>0: 

Inc 28.10 <0.0001 8.90 E>N, P>N 

Cons 32.24 <o.noo 1 8.58 E>N, P>0: 
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Post hoc tesung of the stage d1ffercnces md1cated there tended to be more \'ananon 1n 

ranngs across the Event and Post-Event scnpts than for the Neutral scnpt. Higher 

ratings tended to be made at later stages of the Event scnpt (Inc1dent and Consequence 

tended to have higher ratings that Scene and Approach) and the opposite seemed 

apparent for the Post-Event scnpt. Table 62 presents the post hoc test results. 

Table 62. 

The post hoc ana{rses for the betu;een stage differenc-es for Study 4 VAS ratings across the total sample. 

VAS Script ANOV A Results Post hoc test results 

df F p Fisher Difference 

R/T Event 3,162 94.88 <0.0001 7.90 2>1, 3>1 / 2, 4>1 /2 

Post 3,153 1.01 >(1.05 

Neut 3,162 6.69 <0.0003 1.60 1>2/ 3, 1>4, 2>4 

C/A Event 3,162 60.24 <(J.O()Ol 7.71 3> I ; 2, 4>1 / 2, 4> 3 

Post 3,153 1.58 >(l.05 

~eut 3,162 12.48 <0.0001 1.48 1 >2 / 3/ 4, 2>4, 3>4 

U/A Event 3,162 88.67 <0.0001 8.31 3>1/2, 4>1/2 

Post 3,153 6.44 <0.0004 6.63 1> 3/ 4, 2>4, 

Neut 3,162 5.88 <0.0008 1.06 1>3/ 4, 2>4, 

RIA Event 3,162 96.16 <0.0001 8.31 2>1, 3>1/2, 4>1/2 

Post 3,153 0.982 >0.05 

Neut 3,162 1.5"" >0.05 

NG/G Event 3,162 22.33 <0.0001 7.19 3>1/2, 4>1 / 2 

Post 3,153 0.75 >0.05 

Neut 3,162 2.19 >0.05 
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7.4.3 Analysis 2- Event type and psychological reactions 

l71inicalintervie~v 

Significant differences between event types were noted for feelings of gUilt and gnef or 

loss. More participants than expected in the l\fVA group reported guilt. ;\{ore 

participants than expected In the Assault group reported gnef or loss. No sigmficant 

differences between the event types were observed m feelings of relief, helplessness or 

anxiety. Table 63 presents the percentages and chi-square values. 

Table 63. 

Group percentages and chi square anaj;sts of peritraumatic reactzons data across event t;pe. 

Variable Event type Post hoc test results 

MVA Assault xz df N p 

Felt relief Yes 45.24 26.09 2.30 65 >0.05 

Felt helpless Yes 78.57 78.26 0.001 65 >0.05 

Felt anXIous Yes 83.33 82.61 0.006 65 >0.05 

Felt guilty Yes 38.64 8.70 6.67 67 <0.01 

Felt gnef/loss Yes 31.82 56.52 3.83 67 <0.05 

Visual analogue scales 

A sigmficant Scnpt by Stage by Event type Interaction was observed for the VAS 

dimension NG/G, F(6,300) = 2.54, p <0.05. A table presenting the mean scores and 

standard deviations across the two event types (iYfVA and Assault) can be found in 

Appendix H. 
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Not Guilty/Guilty 

The sigruficant Scnpt by Stage by Event type evident for NG/G is presented tn Figure 

17. 
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Fzgttre 17. The mean ratmgs for the NG/G dimensiOn for each stage of the Event, 

Post-Event and Neutral scnpts across event type. 

There were significant differences between the event types in feelings of guilt. The 

iVfVA group reported more feelings of guilt at the Consequence stage of the Event 

scnpt and all stages of the Post-Event scnpt than the i\ssault group. No s1gruficant 

d1fferences were noted for the Neutral scnpt. Table 64 presents the t-test results for the 

event type differences. 
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Script Post hoc test results 

p Difference 

E,·enr Scene 0.51 >0.05 

1i= 5.3 .\ppro:1ch 1.0! >0.05 

Incident 1.82 >0.05 

Consequence 2.18 <004 ~I>A 

Past-E ,·em Scene ? "7' 
- · ' .) <0.009 ~I>:\ 

dj= 50 :\ppro:1ch 2.12 <0.04 M>A 

Incident 2.2/ <0.03 M>A 

Consequence 2.16 <0.04 i'vi> :\ 

0."cutr:1l Scene 0.31 >0.05 

tij. = 5.3 .\pproach 0.33 >0.05 

Incident 0.59 >0.05 

Consequence 0.60 >0.05 

Script differences were e,·ident for both eHnt type groups on feelings of guilt. Both the 

i\fVA and ,\ssault groups showed the same pattern of response in that there \vas greater 

guilt reported for the Post-E,·enr script than the Event and Neutral scripts at the Scene 

and :\pproach stages . Higher ratings of guilt were also reported for the Event and Post-

Event scripts at the Incident and Consequence stages. Table 65 presents the :\NOVA 

and post hoc tests results. 
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Table 65. 

Tbe /Jetn ren Jcnpt tl[[fercncu.fort/;c Jmpt by Jtage I~) ' t'I 'Ciill)'jJt interaction for ,\'C I C. 

Event type Stage A.1'-J'OV A Results Post hoc test results 

F p Fisher Difference 

:-.,[\';\ Scene 32.09 <!1.0001 11.02 P>E / 0: 

df= 66 ;\pp 27.9'7 <0.0001 11.33 P>E/ 0; 

Inc 25.29 <0.0001 11.67 E>N, P>N 

Cons 29.46 <0.0001 1l .M E>N, P>N 

.-\ssault Scene 6.35 <0.005 8.9R P>E/N 

dj= 34 :\pp 6.95 <0.003 11 .25 P>E/ N 

Inc 4.46 <0.02 12.70 E>N, P>N 

Cons 5.96 <0.007 9.40 E>N, P>N 

There were significant differences observed across the stages of the Event script for the 

~f\' A group \Vlth greater feelings of guilt reported at the Incident and Consequence 

stages than at the Scene and Approach stages. For the Assault group, ratings of gUilt 

were significantly higher for the Event script at the Incident stage than at Scene or 

Approach. No differences were noted for the Post-Event or Neutral scripts. Table 66 

presents the ANOVA and post hoc tests results for the between stage differences for 

NG/G. 
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Table 66. 

The u£!1l'eCJI stage differences for t/;e mipt 0· Jtage 0' erent !Jpe interaction for NC /C. 

Event Type Script ANOVA Results Post hoc test results 

df F p Fisher Difference 

:\fVA E\'Cnt 3,108 21.00 <0.0001 9.27 3>1 / 2 4>1 / 2 

Post 3,99 0.53 >0.05 

Neue 3,108 2.14 >0.05 

Assault Event 3,51 2.85 <0.05 10.37 3>1 / 2 

Post 3,51 0.69 >OOS 

Neut 3,51 1.45 >0.05 

7.4.4 Analysis 3- Diagnosis and psychological reactions 

Clinical interview 

Immediate responses to the event were investigated. A sigruticant difference was 

indicated for feelings of grief or loss followmg the event. More part1c1pants than 

statistically expected in the PTSD group reported feeling gnef or loss. More 

partic1pants than expected in the ASD group reported no feelings of grief or loss. 

A trend was noted for feelings of guilt. l\lorc participants than expected in the Sub

Clinical group reported feeling gulity. Table 67 presents the group percentages and chi

square values. 
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Table 67 . 

Group percentages and chi-square anabsis results Jorperitraumatic responses across diagnosis. 

Variable Diagnostic group Post hoc test results 

PTSD ASD Sub No x2 df p 

Felt relief 38.89 30.77 50.00 33.33 1.43 3 >0.05 

Felt helpless 83.33 76.92 75.00 77.78 0.39 3 >0.05 

Felt anxious 88.89 76.92 93.75 72.22 3.59 3 >0.05 

Felt guilty 21.05 15.38 52.94 22.22 6.97 3 <0.07 

Felt grief/loss 73.68 7.69 41.18 27.78 15.73 3 <0.001 

Visual analogue scales 

Differences between d1agnost1c groups for psychological response to imagery were 

considered. The means and standard devtatlons mvolved m these analyses are presented 

in Appendix H. Significant Scnpt by Dtagnosis interaCtions were noted for 2 of the 12 

clinical VASs: U/ A, F(6,96) = 3.33,p <0.008, and "NG/G, F(6,96) = 3.08,p <0.02. 
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Unafraid/ Afraid 

Ftgure 18 presents the Scnpt by Dtagnosts tnteracoon for U I A. 
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Figure 18. Mean raongs on the VAS cEmension t_; I A for the three scnpts across 

dtagnosoc group. 

Table 68 presents the post hoc analyses for tills mteraction. In summary, the PTSD and 

Sub-Clinical groups reported stgnificantly greater fear than the No symptoms group on 

the Post-EYent scnpt. The PTSD group also reported greater fear than the ASD group 

on tills script. All other dtfferences were not stgnificant. 
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Table 68. 

The post hoc anab'ses for the diagnostic group differences on the VAS ratmg U I A . 

VAS Script ANOVA Results Post hoc tests results 

df F p Fisher Difference 

U/A Event 3,54 2.53 >0.05 

Post 3,51 4.90 <0.005 20.72 PTSD>ASD 

20.72 PTSD>No 

19.94 Sub> .No 

Neut 3,54 1.41 >0.05 

Not Guilty/Guilty 

Figure 19 presents the Script by D1agnos1s interaction for NG/G. 
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Figure 19. Mean ratings on the VAS dimension NG/G for the three scnpts across 

diagnostic group. 
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The Sub-Clinical group reported greater guilt than the PTSD, ASD and No symptoms 

group on the Event script and greater guilt than the ASD and No symptoms groups on 

the Post-Event script. There were no group differences on the Neutral script. 

Table 69 . 

Tbe post boc anai)'Ses for tbe diagnostic group differmces on tbe VAS rating NG /G. 

VAS Script ANOVA Results Post hoc tests results 

df F p Fisher Difference 

NG/G Event 3,54 3.82 <0.02 16.24 Sub>PTSD 

16.55 Sub>ASD 

16.24 Sub>No 

Post 3,51 2.97 <0.05 24.86 Sub>ASD 

24.86 Sub>No 

~eut 3,54 1.07 >0.05 

7.4.5 Analysis 4- Blame and psychological reactions 

In this section, the pemraumatic responses and the VAS data will be presented 

according to differences between blame groups. 

<7Lfnicalintervielv 

Blame group differences 10 pemraumatic reactions were examined. A sigmficant 

dtfference was noted 10 feelings of guilt following the event w1th a higher percentage of 

the Self-blame group reporting guilt. All other differences were not significant. Table 70 

presents the percentages and cht-square analysis results. 



Table 70. 

Group percentages and chi square analysis ojperitraumatic responses across blame l)pe. 

Variable Blame type Post hoc test results 

Self Other xz df N p 

Felt relief Yes 26.32 43.48 1.6' 1 65 >0.05 

Felt helpless Yes 68.42 82.61 1.60 65 >0.05 

Felt anXIous Yes '3.68 86.96 1.68 65 >0.05 

Felt guilty Yes 57.89 16.67 11.39 6"7 <0.000"' 

Felt grief/loss Yes 26.32 45.83 2.16 6"' >0.05 

Visual analogue scales 

A sigruficant Script by Stage by Blame type interaction was observed on the VAS 

NG/G, F(6,300) = 4.54, p <0.004. A table presenting the means and standard 

deviations involved m this analysis can be found in Appendix H. 
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Table 71. 

The betJJJeen blame group differences for the smpt bJ· st~f!,e ~} blame type interactzon for NG/ G. 

Script Stage Analysis results 

t p Difference 

Event Scene 1.29 >0.05 

dj= 53 Approach 0.67 >0.05 

Incident 2.67 <0.01 S>O 

Consequence 3.47 <0.001 S>O 

Post-Event Scene 3.89 <0.0003 S>O 

dj= so Approach 2.34 <0.03 S>O 

Incident 2.52 <0.02 S>O 

Consequence 3.95 <0.0002 S>O 

Neutral Scene 0.17 >0.05 

df= 53 Approach 0.56 >0.05 

Incident 0.93 >(J.05 

Consequence 1.05 >0.05 

Significant scnpt differences \vere evident at all stages for both blame groups. Both 

blame groups exhibited the same pattern of response on the guilt d1mens10n. At the 

Scene and Approach stages there \Vas a h1gher rating of feelings of guilt for the Post

Event script than the other scnpts. For the Incident and Consequence stages there was 

a higher rating of guilt on the E\·ent scnpt. T able 72 presents the ANOV:\ results and 

post hoc test results for the between scnpt differences. 
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Table 72. 

The /;c!;r<m HnjJt d:f/i"mJcd fort/;,· mipt l~r J·ta,;;.c l:r /Jiamc 11p~ inlmzction for ,\.G'/ G. 

Blame type Stage A.~"\\OVA Results Post hoc test results 

F p Fisher Difference 

Sdf Scene 23.-.f <0.01101 19.18 P>E / N 

(tr= 2c, :\pp 1-+.60 <0.0001 21.09 P>E / N 

Inc 18.65 <0.0001 19.6-+ E>N, P>N 

Cons 29.55 <O.OOUI 1S . .'~R E>N, P>N 

Other Scene 18.62 <0.0001 1.(>2 P>E/N 

df= 74 :\pp 20.-1 <0.0001 8.43 P>E / N 

Inc 13./5 <O.OrtOl 9.34 E>N, P>N 

Cons 14.59 < O.OOUI 8.28 E>N, P>N 

Table 73 presents the stage differences for this interaction. Highly significant stage 

differences were evident for both groups on the Event script. For both groups, the 

Incident and Consequence stages elicited a higher rating of guilt than the Scene and 

Approach stages. Significant blame group differences were noted on the Event script. 

The Self-blame group reported greater feelings of guilt at the Incident and Consequence 

stages. Significant differences were also noted on the Scene and Consequence stages of 

the Post-E\·ent script. Significant differences were noted on the Approach and Incident 

stages. Again, the Self-blame group reported more guilt at all stages. 
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Table 73. 

The be!Jnen stage differences for the smpt bJ' stage by blame interaction for N G /G. 

Blame Type Script Al~OV A Results Post hoc test results 

df F p Fisher Difference 

Self Event 3,39 13.82 <0.0001 18.02 3>1 / 2, 4>1 / 2 

Post 3,39 1.59 >0.05 

Neut 3,39 1.37 >0.05 

Other Event 3,120 11.58 <0.0001 6.92 3>1/2, 4>1/2, 

Post 3,111 2.12 >0.05 

Neut 3,120 1.22 >0.05 

7.5 Discussion 

The aim of this study was to evaluate whether pentraumatic emottonal responses to the 

traumatic event might differ according to event type, llllght disttnguish those who 

develop no symptoms or ASD from those who develop PTSD or sub-climcal 

symptoms, or might differ according to attnbutions of blame for the event. The aim 

was to Identtfy what types of emotional . responses to a traumattc event were most 

protecttve, taking into consideratton whether a ivfV A would elicit fewer emotional 

responses than an Assault, whether a lower level of emotional response might be 

protective and whether self-blame has protective aspects through enhancement of 

feelings of control. 

\\Then the sample was considered as a whole, it was evident that the traumatic 

experience and the ttme Immediately after the event were associated With feelings of 

tension, anger, fear, anxiety, and guilt. In general, these negattve feelings Increased at 
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the Incident stage of the Event scnpt when a descnpt!on of the actual event was 

provided. 

Despite an extensive focus on the development of anxiety after the expenence of a 

traumatic event (e.g ., Koenen, Goodwin, Struerung, Hellman, & Guardmo, 2003; 

Leskm, Woodward, Young, & Sheikh, 2002; Merun & Mohr, 2002; Stein, 2002), there IS 

l1ttle information available about the expenence of anxiety dunng the actual traumatic 

event. However, it IS recognised that anXIety is triggered by the expenence of a 

traumatic event along \Vith fear and horror (Brewin, 2001; Litz & Gray, 2002). 

Although fear has been considered to be a defirung element of the expenence of a 

traumatic event (i\PA, 1994), It also has been reported that strong emotional responses 

such as anger and guilt ha\'e been experienced at the time of the traumatic event (Grey 

et al., 2001) or soon after (Kuo et al., 2003). In fact, It has been suggested that 

pentraumatic emotional responses such as anger have an independent effect on the 

development of PTSD that IS separate from the effect associated with peritraumatic fear 

(Brewin, Andrews, & Rose, 2000). However, It should be noted that desptte anger being 

identified as a variable associated with the development of PTSD (e.g., Andrews et al. , 

2000; Franklin et al., 2002) and predictive of PTSD severity (Feeny et al., 2000), factors 

such as anger predominantly have been exammed as a posttraumatic consequence rather 

than a peritraumatlc reaction (e.g., Forbes, Creamer, Hawthorne, Allen, & McHugh, 

2003; Mayou et al., 2002). 

There \Vas little e\'Jdence of resolution of negative response In the aftermath of the 

event. It is interesting that there was little vanation in the pentraumatic psychological 

response during the course of the traumatic event and Its aftermath. Others have 
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suggested the presence of what they termed 'peritraumatic emotional hotspots' that 

ha\T been associated with the aspects of the event that elicit the greatest distress (Grey, 

Young, & Holmes, 2002). They argued that these hotspots should be the target of 

cognitive restructuring intervention. However, the results of the current study indicated 

that there generally was greater stability of emotional response over the course of a 

traumatic event than would be expected and than was hypothesised. 

Event type differences were observed. In support of the hypothesis, from the interview 

material, it was evident that the l\IV A group reported more guilt in relation to the event 

whereas the Assault group reported more grief or loss. Guilt distingUished the event 

types when peri traumatic processes were considered. The experience of an i'vfV A 

elicited more guilt than did the assault at the Consequence stage of the Event script and 

for all stages of the Post-Event scnpt. ln general, the increase In negative response 

from Approach to the Incident stage of the Event scnpt resulted in comparability of the 

negativity of response at the Incident and Consequence stages of the Event script to 

match the ratings for the Post-Event script. Feelings of guilt did not appear to reduce 

in the aftermath of the event. These results appear consistent with those observed by 

Joseph, Hodgkinson et al., 1993) where prolonged distress was observed in survivors of 

a ferry capsize, particularly m relation to things the participants did or did not do during 

the event in order to survive. It is possible that the experience of an MV A was 

associated with greater levels of guilt as the participants' perceived greater control over 

the event and thus their actions during it. Feelings of controllability \vill be explored 

further in Study 7. The hypothesised higher level of anxiety and tension m the r\ssault 

group \Vas not supported. 
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Diagnostic group differences \Vere noted which was not surpnsing given that 

peritraumacic reactions have been linked with the development of PTSD (Pfefferbaum 

et a!., 2003) . In fact, peritraumatic psychological processes have been reported to have 

far more impact on the development of PTSD than pre-existing characterisncs (Ozer et 

a!., 2003). \Xihen consideranon was gl\'en ro the results from the interview data, the 

diagnosis of PTSD was more associated w1th feelings of grief or loss. In contrast, the 

ASD group was more likely to report that gnef or loss was not a problem. 

It is clear from the literature that traumanc e:;:perience related to loss IS a strong 

predictor of the development of PTSD (Durakovic-Belko, Kulenov1c, & Dapic, 2003; 

Finnsdottir & Elklit, 2002). The e:;:perience of gnef has been related to PTSD 1n two 

ways. Firstly, 1t has been reported that the experience of grief is one of the most 

powerful predictors of the development of PTSD (Laor et al., 2002). Secondly, it has 

been suggested that the expenence of PTSD can exacerbate the grief response (Kaltman 

& Bonanno, 2003). It may be that the absence of loss and the subsequent gr1ef 

response as a consequence of the experience of a traumatic event is more likely to result 

in ASD that resolves Wlthm four weeks because these 1mped1ments to recovery are not 

present. 

\'Vhen the processes associated w1th the expenence of the traumatic event were 

considered, the diagnostic groups differentially expenenced fear and guilt. In response 

to the Post-Event script, the PTSD group rated their level of fear as h1gher than the 

ASD and No Symptoms groups. The Sub-Clinical group's rating of fear was greater 

than the No Symptoms group. 
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The increased level of fear dunng the traumatic event for the PTSD group would be 

expected given the extensive literature supporting the proposition that greater 

peritraumatic fear is associated with the development of severe posttraumatic stress 

symptoms in general (Basoglu et a!., 2002) and PTSD in particular (Brewm et a!., 2000; 

Salcioglu et a!., 2003; Vaiva, Ducrocq, Cottencin, Goudemand, & Thomas, 2000). In 

fact, failure to 1mprove followmg treatment for PTSD usmg exposure therapy has been 

related to intense fear m response to thoughts and images of traumatic experiences (van 

rvlinnen & Hagenaars, 2002). 

It has been suggested that the reason why some people develop PTSD and others 

develop ASD or some other reaction such as depressrve symptoms is a function of a 

biolog1cal hyperrespons1veness m md1viduals w1th PTSD that 1s fundamentally d1fferent 

from that of others (Agarguen, 2U02). It was postulated that the way m wruch the 

mcliv1dual reacts to intense pentraumatic fear is a function of this d.Jfference in 

neurobwlogy. However, the results of the current study have ind1cated that the level of 

peritraumatic fear of the ASD group 1s not as severe as that expenenced by the PTSD 

group. The relatively lower level of fear for the ASD group may account for why 

symptoms in this group resolved withm the four-week penod. The perltraumatic 

expenence may not have been Intense enough to trigger the chronic reaction. 

\'Vben consideration was given to pentraumatic guilt, the results md1cated that the Sub

Clinical group experienced rugher levels of guilt throughout the Event and Post-Event 

scripts than the other groups. Some research has suggested that lt is shame and not 

guilt that predicts PTSD (Leskela, D1epennk, & Thuras, 2002). Others have suggested 

that shame-based PTSD and guilt-based PTSD represent distinct clirucal manifestations 

of PTSD and that shame and guilt may both result 1n the development of the cond1t1on 
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(Lee, Scragg, & Turner, 2001) . Perhaps the PTSD and Sub-Climcal groups differed on 

this basis. 

No diagnostic group differences were observed in feelings of anger, tensiOn, anxiety, 

relief or helplessness. Other research has indicated that individuals who display a 

tendency to experience negative affect were at risk of developmg severe anxiety or 

depression following minor l\fV As but this vulnerability was not found to have an effect 

on the severity of posttraumatic stress symptoms (Gore, 1998). Perhaps this was the 

case in this sample with regard to these peritraumatic emotions. 

\'V'hen blame was considered, it was evident from the Interview findings that only guilt 

distinguished the groups with an Increased likelihood of the Self-blame group reporting 

guilt. Survivor guilt has been a recogrused consequence of exposure to traumatic events 

(e.g., Hull, Alexander, & K.lem, 2002). However, the guilt related to exposure to 

traumatic events has been conceptualised as a more complex or multidimensional 

expression of affective and cognitive reactions to the experience than the description of 

survivor gutlt would suggest. Indeed, level of distress and beliefs about the 1ndiv1dual's 

role m the traumatic event have been postulated to account for the magmtude of guilt 

that develops as a function of exposure to a traumatic event (Kubany & \'\' arson, 2003). 

\'Vhen the process of the traumatic event was considered, a scnpt by stage by blame type 

interactions was evident for guilt. In general, self-blame was associated with higher 

ratings of gutlt. There was an mcrease in gutlt at the Incident stage of the Event script 

that did not reduce over the stages of the Post-Event scnpt. 
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The potcnti::J.! severity and chronicity of guilt related to traumatic experiences has been 

suggested to be a function of situational variables that occur at the time of a traumatic 

event (Kuban;.· & \\'arson, 2003). Guilt and blame should be understood as separate but 

related concepts. In particular, there appears to be a strong relat1onship between guilt 

and self-blame. The lack of resolution of guilt for the Self-blame group \Vould be 

expected if the concepts were associated wtth one another. 

In summary, this study contnbuted to the understandmg of posttraumatlc stress 

responses by identifymg the expenence of loss and grief as a potential contributor to 

more prolonged distress followmg trauma. The lack of grief and loss in the recovery 

environment appears to be a protective factor. The study confirmed the role of 

peritraumatlc fear in maladaptive responses with the PTSD and Sub-Clinical groups 

both experiencmg a higher perception of fear throughout the event and tts aftermath 

than the ASD and No Symptoms groups. Guilt also appeared to contnbute to the 

distress expenenced by the Sub-Clirucal group and was strongly associated with self

blame. 

Overall, this study endorsed the propositlon discussed m the prevtous studtes that self

blame mtght enhance vulnerability to a maladaptive response as a result of the actJVatlon 

of negative emotlons such as guilt (as observed in this study in the Sub-Clinical group), 

other-blame might enhance vulnerability \vhen coupled with high perceptlons of life 

threat and high severity ratlngs due to the actlvation of negat1ve emotions such as fear, 

grief and loss (as observed in the PTSD group) whereas other-blame coupled with the 

absence of such factors rmght be protective as it ts not associated w1th the act1vat1on of 

negative emotions (as observed in the ASD and No Symptoms groups in this study). 
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Consideration will be given in the next srudy to the psychophysiological outcomes of 

the emotions described with the aim of identifytng any between group differences. 
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CHAPTERS 

STUDY 5- EMOTIONAL STATE FACTORS II: 

PSYCHOPHYSIOLOGICAL RESPONSES 
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8.1 Introduction 

t\s descnbed in Chapter 7, the integratiYe model Qoseph, Williams et a!., 1995) 

incorporated permaumatic emotional state as a potentially mfluential factor in the 

aetiology of posttraumatic stress symptoms. It \Vas proposed that some individuals 

experience short-lived distress whereas for others the distress is more chroruc. It can be 

argued that differences In the Immediate emotional response to an event might 

distinguish md1viduals likely to experience more chronic distress. Chapter 7 explored 

the emotional responses to the event that might differ bet:-Neen such individuals. This 

chapter aimed to extend this analys1s by mvestlgating whether differences in 

peritraumatic psychophysiological arousal that has been suggested to d1ffer across 

emotional states (Krumhansl, 1997; Lang, 19..,.., 1979; Livesay & Porter, 1994; l'vi.iller et 

al., 1987) may distinguish those who develop i\SD from those who develop PTSD, sub

clirucal PTSD or no symptoms. This literature rev1ew focused on research examining 

differences 1n psychophysiological responses according to event type, ho\v differer, ~ 

psychophys10log1cal responses m1ght be associated with different diagnoses and how 

different psychophys1olog1cal states m1ght be elicited according to attributions of blame 

for the event With the :urn of idennfymg what factors are most protective. 

8.1.1 Assessment issues 

As It is not possible to study the psychophysiological responses to a traumatic event 

while the event IS actually occurnng, previous research has tended to study these 

processes in a number of ways. Firstly, research has been conducted examirung resnng 

psychophysiOlogical patterns m trauma survivors (e.g., Delahanty et al., 1997; Gerardi, 

Keane, Cahoon, & Klauminzer, 1994; McFall, Veith, & l\Iurburg, 1992; Muraoka, 

Carlson, & Chemtob, 1998; Shalev, Sahar et al., 1998). Secondly, assessment of 
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psychophysiological responses to presentation of non-trauma spectfic stimuli such as 

the odours or auditory tones has been undertaken (e.g., McCaffrey, Long, Pendrey, 

McCutcheon, & Garret, 1993; Orr, Lasko, Shaler, & Pitman, 1995; Orr, Meyerhoff, 

Edwards & Pttman, 1998). Thudly, presentation of trauma related sumuli such as 

standardised versiOns of combat sounds (e.g., Blanchard, Kolb, Gerardi, Ryan, & 

Pallmeyer, 1986; Blanchard, Kolb, Pallmeyer, & Gerardi, 1982; Dobbs & Wilson, 1960; 

Orr et al., 1995; Pallmeyer, Blanchard, & Kolb, 1986; Pitman et al., 1987), or 

personalised Imagery of the event the indiVIdual actually experienced (e.g., Blanchard et 

al., 1994a, Blanchard, Hickling, Buckley et al., 19%; Boudewyns & Hyer, 1990; Davis et 

al., 1996; Orr et al., 1995; Pitman et al., 1987; P1tman & Orr, 1990) has been used to 

elicit psychophysiological responses. 

A comprehensive review of the literature on psychophys1olog1cal responding in war 

veterans and civilian populations has prevtously been conducted by Blanchard and 

Buckley (1999). To summarise this revtew, It was noted that three traumauc event types 

had been the focus of psychophys10log1cal research; combat, sexual assault and [vfV As. 

The majonty of such studies had utilised war veterans and as a result those stuclies were 

conducted an average of 11 to 25 years posttrauma. The psychophys10logtcal measures 

utilised tended to be heart rate (HR), blood pressure (BP), electroencephalogram 

(EEG), electrodermal acuvtty (EDA - skin resistance or skin conductance) and 

electromyogram (EMG). Resp1rauon rate was not mentioned among these. The 

authors suggested a multimodal approach to be most useful wtth inclusiOn of HR and 

EDA 1f poss1ble. 

Most studies used audio presentation of stimuli, although some used visual 

presentations or a combination of both. The authors commented upon the companson 
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of using generic sumuli versus individualised snmuli. They reported that the empirical 

use of individualised stimuli began with the research of Pitman and colleagues (1987). 

Such an approach was based on the work of Lang (1979) that proposed that Imagery of 

an event provokes efferent outflow that is consistent with that which occurred dunng 

an event. The review reported that researchers who use this methodology have tendeJ 

to present audio tapes of trauma expenences described by the individual that have 

vaned m length from 30 seconds to 5 minutes. No comment was made on what mav be 

an optimal time limit for the scnpts. 

The authors endorsed the use of idiosyncratic audiotapes as the preferred method of 

stimulus presentation. It was suggested that such methods enabled an overall 

assessment of mcreases in psychophysiological reactivity to the specific stimuli that the 

inillv1dual expenenced. This method was fa\'oured as a result of better flexibilitv and 

ability to adapt to the personal nuances of the inillvidual traumatic experience. The 

authors also discussed the purpose of psychophysiOlogical assessment of PTSD and 

stated that its mam role \Vas to confirm the presence of the disorder, and to assess 

whether there were higher levels of responsiveness in those \Vith PTSD. The authors 

suggested that psychophysiological testing is a useful addition to clirucal inten·1ew and 

has good predicuve value. 

Although the ab!lit:y to differenuate groups on the presence or absence of PTSD 

symptomatology on the basis of psychophysiological responses 1s Important, similar 

methodologies can be applied to other research questions. Imagery techruques may also 

allow for an examinauon of the pen-traumauc processes that lead to the development of 

posttraumatic stress responses. 



Research findings in relation to differences 1n psychophysiological responses across 

event types, diagnostic groups and blame types using the different methods of 

assessment \vill be covered in the following sections. 

8.1.2 Psychophysiological responses to JvfVA and assault 

The current literature related to psychophysiological processes associated wnh the event 

types to be studied in this research was reviewed. There are a group of researchers who 

have studied the psychophysiological processes associated \VIth lVfVA (e.g., Blanchard et 

al., 1994a, Blanchard, Hickling, Buckley et a!., 1996; Delahanty et a!., 1997). Blanchard 

and colleagues (1994a) tnvestigatccl the psychophysiological responses of participants 

who had been involved in a l\IV A in relation to three stimulus situations; mental 

amhmetic, 3-mmute Idiosyncratic aucliotaped descnptions of the partlcipant's MVA and 

a standard videotape of ;\[\'As. They reported that HR response to the 1d1osyncrat1c 

audiotape disttngu1shed those w1th PTSD from those without (they demonstrated 

greater reactivity than the other groups) whereas the other sttmuli d1d not. The authors 

proposed that a clifference of 2 beats per minute d1stingu1shed the diagnostic groups. 

Blanchard, Htckling, Buckley and colleagues (1996) later replicated these results. Those 

who conttnued to have PTSD at 1-year follO\v-up time were Identified as having had 

higher HR reactivity at Initial assessment than those whose PTSD had remitted. 

Delahanty and colleagues (1997) made an assessment of the blood pressure and heart 

rate of lVIV A survivors over four time periods (14-21 days post-event, 3 months, 6 

months and 12 months) . Measurements were taken three tlmes over a five-minute 

period at the begmning of the sessions. These psychophysiological measures d1d not 

distinguish 1v!V A from control participants. This IS consistent with the research of 
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Blanchard and colleagues (1994a; Blanchard, HICkling, Buckley et al., 1996) where 

psychophysiOlogical differences were not present In general but \vere noted m response 

to stimuli specifically related to the traumatic event they had experienced. It \vould 

appear that respons1viry m l\fVA survivors is snmulus specific. 

In companson to the research on the psychophysiOlogy of 1viV A, there IS mm1mal 

research exammmg the psychophysiological processes associated with the expenence of 

interpersonal violence beyond research on VIetnam Veterans, which will follow m 

review and sexual assault (e.g., Kozak, Foa & Olasov, 1988; Orr, Lasko et al., 1998). 

Such research IS not considered directly relevant m this section and as previously 

discussed In Study 2, It appears that the adclmon of a sexual component to Interpersonal 

violence appears to complicate responses which limits the extent to whiCh the results 

can be generalised to this topic. In relation to psychophysiological responses and assault, 

one unpublished doctoral dissertation (Booker, 2001) hypothesised that direct and 

indirect exposure to violence m a sample of i\fncan-i\mencan people living m a high 

viOlence commuruty would be related to changes m blood pressure and heart rate. This 

hypothesis was not supported. Little mformat10n was available about the method of 

measurement of psychophysiological patterns m this study. 

There \Vas also little research available that made a comparison across event types. One 

study that made a companson of the psychophysiOlogical responses to assault compared 

to burglary observed a higher overall heart rate m the Assault group than the Burglary 

group but that they had a Similar pattern of psychophysiOlogical response to imagery of 

the event overall (Hames, \'VIlliams, & Sp1ranov!c, 2003). 
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Further exploration of patterns of psychophysiological response to assaulr and 

consideration as to whether the patterns differ across traumatic event types Is warranted. 

8.1.3 Psychophysiological differences according to diagnosis 

Psychophysiology of PTSD 

Extensive literature has supported the vie\v that traumatic events impact on normal 

physiological responses to stress (e.g., Blanchard et al., 1994a; Blanchard, Hickling, 

Buckley et al., 1996; Davis et al., 1996; :McFarlane, 2000b; Nutt, 2000; van der Kolk, 

1997). Research has established autonomic hyperarousal (prolonged arousal of the 

autonomic nervous system) as a criterion for PTSD and a risk factor for its 

development (e.g., Blanchard et al., 1994a; Blanchard, Hickling, Buckley et al., 1996; 

McFarlane, 2000b; Pitman et al., 1990). Research has established that when this 

hyperarousal IS present dunng or shortly after the event, development of symptoms 

becomes more likely (e.g., Shalev, Sahar et al., 1998). 

The research that has exammed resting psychophysiological patterns 10 trauma survivors 

(e.g., Delahanty et al., 1997; Gerard1 et al., 1994; i\IcFall et al., 1992; Muraoka et al., 

1998; Shalev, Sahar et al., 1998), has tended to report h1gher levels of arousal in the 

resting state in combat Veterans with PTSD (e.g., Blanchard et al., 1982, 1986; 

Blanchard, Kolb, Taylor, & Whittrock, 1989; Dobbs & Wilson, 1960; ~Iuraoka et al., 

1998; Pallmeyer et al., 1986). Some studies have also found a rufference 10 resting HR 

between MVA survivors with and without PTSD (e.g., Bryant, Harvey, Guthrie, & 

Moulds, 2000) whereas others have not (e.g., Blanchard et a!., 1994a; Blanchard, 

Hickling, Buckley et al. , 1996). Table 74 presents a review of some examples of this 

research. 
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Table 74. 

Overview qf empirical st11rfy assessi11g restillgjJ!]chopf?ysiological respo11ses associated with PTSD. 

Authors 

Shalev et al. (1998) 

Orr, Meyerhoff et 
al. (1998) 

Muraoka et al. 
(1998) 

Sample 

86 trauma survivors 
ptesenting at an 
emergency room. 

Divided into PTSD (n 
= 20) and non-PTSD 
(n = 66) 

35 male Vietnam 
veterans recruited 
from active and 
former Veterans 
Affairs outpatients. 

18 male Vietnam 
combat veterans: 

PTSD (n = 11) 

non PTSD (n = 7) 

Measures 

Measurements of HR. and blood pressure 
made on arrival at the emergency room, at 
one week, 1 month and 4 months. Also 
assessed for anxiety, depression and PTSD 
using the CAPS. 

SCID 
Resting heart rate and blood pressure taken 
on three consecutive mornings and in 
response to stressor challenges, orthostatic 
(rising from the chair and standing for 5 
minutes), mental arithmetic and cold pressor. 
Measurements taken 1, 3 and 5-minute post 
stressor onset. 

CAPS 

Ambulatory blood pressure and HR. 
assessment was conducted for 24 hours to 
assess group differences (measured three 
times an hour). Participants diarised time, 
location, activity, posture and mood at the 
time of the measurement. 

Results 

Participants who had PTSD had higher heart rates at 
the emergency room and 1 week later but not at the 1 
and 4 month follow-up. No blood pressure 
differences were noted. This was not accounted for by 
ratings of the intensity of the trauma. 

Resting heart rate was not elevated in veterans. 
In the orthostatic task, diastolic blood pressure 
increased in the non-PTSD group but not in the PTSD 
group. 
No other significant differences were noted. 

Veterans with PTSD had significandy elevated 
ambulatory blood pressure and heart rate during the 
day and also during sleep. 

The non-PTSD participants were significandy older 
than the PTSD group. 

Comments 

Suggested that elevated 
heart rate shordy after 
trauma is associated with 
development ofPTSD. 

Suggests a paradoxically 
··.educed autonomic 
response. 
Study of resting heart rate 
differences may be 
confounded by 
anticipation of the task. 

No controls for aerobic 
fitness. 

High depression scores in 
the PTSD group 
(possibly associated with 
lower levels of activity). 



Other research has utilised presentation of non-trauma spectfic stimuli such as the 

auditory presentation of 500-millisecond tones or olfactory stimuli such as orange or 

garlic odours compared to trauma-specific stimuli such as the smell of burnt hair or 

decaymg flesh while measunng psychophysiologtcal responses (e.g., McCaffrey ct al., 

1993; Orr et al., 1995; Orr, Meyerhoff et al., 1998). The research findmgs appear to 

differ according to the sense that is stimulated. The olfactory research indicated that 

differences in psychophysiological reaction between those with and without PTSD were 

only observed m response ro trauma-specific odours (!vicCaffrey et al., 1993). However, 

the presentation of non-trauma specific aud1tory stimuli resulted tn greater E.[vfG and 

HR responses in those with PTSD than those wtthout. It may be that the auditory 

stimulus has greater capacity to elicit a psychophysiological response than an olfactory 

stimulus because of the acoustic startle reflex (Sh2.lev & Rogei-Fuchs, 1993; Vrana, 

1994). Indeed, research has reported that heart rate responses to startling noises are a 

well-replicated psychophysiologic marker for PTSD (Orr et al., 2003). However, 

research has suggested that changes in autonomic arousal may not be modality spectfic 

but may be mfluenced more strongly by pleasantness and psychological arousal (Bensafi 

et al., 2002). 

Still other research has measured psychophys10logtcal response followmg presentation 

of trauma related stimuli such as standardtsed audto tapes of combat sounds (e.g., 

Blanchard et al., 1982, 1986; Dobbs & \'X' ilson, 1960; Orr et al., 1995; Pallmeyer et al., 

1986; Pitman et al., 1987), or personalised imagery of the event the indtvtdual actually 

experienced (e.g., Blanchard et al., 1994a, Blanchard, Hickling, Buckley et a!., 1996; 

Boudewyns & Hyer, 1990; Davis et al., 1996; Orr et al., 1995; Pitman et al., 1987; 

Pitman & Orr, 1990). Research has established that use of personalised tmagery IS a 

practical way to study psychophysiological processes associated With a specific event 
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(Blanchard ct aL, 1994a; Blanchard, Hickling, Buckley et a!., 1996; Keane, Kaloupek, 

Blanchard et al., 1998; Shalev et al., 1993) . As described above, personalised Imagery 

has been ·demonstrated to have the capacity to eliCit psychophysiological responses 

whereas standardised stimuli often do not (Blanchard et al., 1994a, Blanchard, Hickling, 

Buckley et al., 1996). 

The Blanchard and Buckley (1999) review described above, and another review 

conducted by Keane, Kaloupek and Kolb (1998) highlighted the fact that when usmg 

personalised Imagery, multiple empirical studies have observed that those individuals 

with PTSD have a stronger psychophysiological response than those Without, especially 

in war veteran and 1\[V A survivor populations lc.g., Blanchard et al., 1994a; Blanchard, 

Hickling, Buckley et al., 1996; Blanchard, Hickling, & Taylor, 1991; Davis et al., 1996; 

Orr, Pitman, Lasko, & Herz, 1993; Pitman et al., 1987; Pitman & Orr, 1990; Shalev et 

al., 1993). As such reviews have been conducted, this secnon will focus on stuclies that 

were not mcluded or have been published since that nme (see Table 75). 
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Table 75. 

Overvie1v of empirical research llsi11g imagery i11 stHcfyi!Jgp!Jchopqysiologica! respo11ses associated with PTSD. 

Authors 

Blanchard 
(1994a) 

et al. 

Blanchard, 
Hickling, Buckley 
et al. (1996) 

Sample 

50 recent victims of 
MVA 
40 non-i:vfV A controls 
Four groups: 
PTSD 
Sub-Syndromal PTSD 
NonPTSD 
NonMVA 

105 injured victims of 
recent i:vfV A, 
54 non-i:vfV A controls 

Measures 

Diagnosis by CAPS 
HR., blood pressure, EMG and electrodermal 
activity (SRL) were measured while 
participants completed a mental arithmetic 
task, listened to 2 audiotapes describing their 
own MV A (or that of another for the control 
participants) and watched a standard 
videotape of an MV A. 

Replication study of above - Measured HR., 
blood pressure, and EMG during mental 
arithmetic, audio taped descriptions of the 
participant's lvfV A and a standard videotape 
ofi:vfVAs. 

Results 

Equivalent HR reactivity among the four groups for 
mental arithmetic and the videotape depicting an 
i:vfVA. 
PTSD group displayed a higher response to audiotape 
one than the other three groups, which did not differ. 
Proposed that heart rate reactivity to personalised 
descriptions of the MVA is a reli:~ble discriminate 
between participants with PTSD and those without. 
Described heart rate as the most reactive physiological 
response. 
No basal difference in resting heart rate. 

Replicated the findings of the above study - A 
significant difference was noted between the groups 
for audiotape one with the PTSD group showing more 
reactivity. 
At a 1-year follow-up, overall the psychophysiological 
responses had diminished. Those who continued to 
have PTSD at this time were identified as having had 
higher HR reactivity at initial assessment than those 
whose PTSD had remitted. This provides further 
support for the notion that HR reactivity to 
personalised trauma-specific stimuli at the time of the 
event has predictive value. 

Comments 

Stimuli were presented in 
a fixed order (baseline, 
maths, baseline, 
audiotapes, videotape, 
baseline, relaxation). 
The standard stimulus 
was not as effective as the 
personalised one. 
Study suggests this 
procedure would be 
applicable to other 
trauma types. 

Suggests + 2 beats/min 
in HR reactivity may 
distinguish PTSD from 
non-PTSD participants. 

(table conlinms) 
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Table 75 (continued) 

Keane, Kaloupek, Blanchard et 
a!. (1998) 

Orr, Lasko et a!. (1998) 

Multisite study of 1461 male 
Vietnam veterans divided into: 
Current PTSD 
Lifetime PTSD 
Never had PTSD 

71 female survivors of childhood 
sexual abuse 
Divided into: 
Current PTSD 
Lifetime PTSD 
Never had PTSD 

War Stress Inventory 
SCID administered by doctoral 
level clinicians. 
MMPI-2, Keane PTSD Scale, 
Combat Exposure Scale and the 
Laufer-Parsons Inventory. 
Psychophysiological measures 
(HR, SC, EMG, blood pressure) 
during presentation of combat 
related still images and sound 
track plus recorded presentation 
of 30 second personalised 
imagery scripts of the two most 
stressful combat experiences plus 
neutral experiences. 
Subjective Units of Distress 
ratings made throughout (0-10 of 
how distressed). 

SCID 
30 second scripts of two most 
stressful sexual abuse 
experiences, most stressful life 
experience not related to abuse, 
most positive life experience and 
a neutral experience. Scripts were 
recorded in a neutral voice for 
playback in the laboratory. 
HR., SC, and EMG "»ere 
measured during scrir t 
presentation 

Higher baseline levels of HR. and 
skin conductance in the current 
PTSD group. 
Significantly lower levels of 
response to arithmetic stressor 
than Lifetime or Never groups. 
Significantly greater HR., SCL and 
diastolic blood pressure response 
to stills and imagery for the 
Current PTSD group than the 
Never group. 
Average HR. change was less than 
3 beats per minute. 

Current PTSD group had a 
higher resting HR. than the Never 
group. 
Larger HR. changes in the 
Current group on presentation of 
the abuse scripts. 
Larger EMG changes in the 
Current over the Never group. 

Indicated higher resting levels 
and greater physiological 
reactivity to trauma-specific cues. 
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The literature included in Table 74 supported the conclusions of BlancharJ and 

Buckley's (1999) rev1ew in that all four studies suggested that psychophysiological 

response tended to differ only when the imagery was idiosyncratic and that HR 

appeared the most responsive psychophysiological measure. 

In summary, the Blanchard and Buckley's (1999) reVIew highlighted the value of 

inclusion of a psychophysioloical assessment m the study of PTSD responses and that 

psychophysiological reactivity in response to trauma specific sumuli does mdeed differ 

bet\veen those with and without PTSD. Research has indicated that heart rate reactivity, 

in particular, has value in assessment of the presence of PTSD (Blanchard et al., 1994a, 

Blanchard, Hickling, Buckley et al., 1996; Shale\, S:1har et al., 1998). 

Psychophysiology of sub-clinical PTSD 

Little research has been conducted to examme any differences m psychophysiological 

responses bet\veen mdividuals with PTSD and sub-clirucal PTSD. The t\vo studies by 

Blanchard and colleagues previously discussed (Blanchard et al., 1994a; Blanchard, 

I. 
Hickling, Buckley et al., 1996) examined psychophysiOlogical responses 10 ~IVA 

survivors with PTSD and sub-clinical PTSD. In the Blanchard and colleagues (1994a) 

study it was observed that the sub-clinical PTSD group did nor d1ffer 1n their 

psychophysiologiCal reaction to the personalised imagery from the non-PTSD group 

and the non-.MVA (control) group. A trend was observed for the PTSD group to be 

more responsive on the HR measure than the sub-clirucal PTSD group. This findmg 

was then replicated with a larger sample (Blanchard, Hickling, Buckley et al., 1996). 
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However, m a study of the psychophysiological reactions to personalised Imagery of 

rape victims \vith PTSD and sub-clinical PTSD, no significant differences were noted 

(Forneris, Blanchard, & Jonay, 1996). It is possible that variables that differ between 

:VIVA and rape (e.g., perceptions of Intent to harm) and more complex interactions 

between clissoc1ation and percepuons of mtent might account for these different 

fin clings. 

Psychophysiology of ASD 

There is little research that has evaluated psychophysiological patterns associated \Vith 

ASD. Only one study was identified through re\·iew of the literature. This studY 

investigated the role of acute arousal m th e development of PTSD in 146 NfV A 

survivors (Bryant et al., 2000). The research involved takmg measurements of heart rate 

and blood pressure on the day of hospital discharge along with making cliagnuses of 

ASD, sub-clinical ASD and no ASD. The finclings inclicated that those with sub-clinical 

ASD had higher heart rate on the day of discharge than those who met the full 

cliagnosuc critena and those without ASD. This research also reported that at a 6-

month follow-up assessment, those who had a higher heart rate in the acute phase were 

more likely to be d1agnosed with PTSD (Bryant er al., 2000). Th1s result suggested that 

higher levels of acute psychophysiological reactivity might result m individuals who have 

a sub-clirucallevel of ASD symptoms (and so m1ght not be experiencmg the protecuve 

effects of clissoC!aUon to the same extent as those meeting the full cliagnostic cnrena for 

ASD) developing PTSD. 

Another interesung fincling was noted in an unpublished doctoral dissertation examining 

the processes in operauon at the time of J'vfV As (O'Donnell, 2002). In this research, 

personalised guided imagery of J'vfV As across four stages of the accident was presented 
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to parncipants \vho had PTSD, ASD or sub-clinical symptoms. The results indicated 

that the ASD group experienced a peak of arousal immediately pnor to the accident 

compared to a PTSD group who expenenced a peak of arousal as the Immediate 

consequences of the accident \Verc: recalled. This research proposed that the ASD 

group might have been aware of the Imminent accident, which consequently reduced 

the shock of impact and allowed for dissociative processes to be tnggered compared to 

the PTSD group that may have perceived the event as more sudden. Dissociative 

processes were proposed to account for the reduction In psychophysiological arousal 

expenenced by the ASD group throughout the 8.ccident and its aftermath (O'Donnell, 

2002). 

As there was a limited amount of research tn this area, it was difficult to speculate as to 

the validity of tlus suggestion. It was cons1dered useful for tlus reason to further 

explore any differences In penrraumatic psychophysiological responses between 

individuals w1th ASD and those with PTSD and sub-clirucal symptoms. 

In summary, although a limited amount of research has been conducted examining the 

psychophys10logy of sub-clirucal PTSD and ASD, it appears from the studies that have 

been conducted that psychophyswlog1cal reactions are more pronounced in those \Vho 

develop PTSD. It appears that a lack of psychophysiologiCal arousal In response to a 

traumatic event might be protective. 

Although it has been suggested that personalised imagery provides the best method of 

stimulating a psychophys10log1cal response (e.g., Blanchard & Buckley, 1999; Orr et al., 

1993; Pitman et al., 1987; Shalev et al., 1993), the studies that have used such a method 

ha,·e generally obtained one score for the penod of Imagery and compared this across 

284 



groups. This does not allow detailed assessment of what specific aspects of the trauma 

elicited the strongest response, only that the individual expenenced some arousal at the 

memory of the event. The studies revie\ved did not mclude specific assessment of 

response across time during imagery of the event and tended to not include assessment 

of respiratory response. Changes in respiration have often been associated with anxiety 

(\\lilhelm, Trabert, & Roth, 2001 ). Indeed shallow breathing and a choking sensation 

are prominent symptoms of paruc (AP.r-\, 1994). Research that provides more detailed 

10formation about psychophysiological responses over time and examines the 

responsivity of respiration among the psychophysiological variables measured IS 

warranted. 

8.1.4 Attribution of blame and psychophysiology 

The literature on the 10fluence of cogrutive factors on emotional states and 

psychophysiological responses was considered. There was empirical support for the 

proposition that cognitive factors (such as interpretation of the stimuli) shape emotions 

and affect arousal (e.g., Feuer, 1 997). Indeed, research has indicated that merely 

adopting the facial expressiOn associated with a particular emooonal state can produce 

the experience of that emotion and the physiological changes associated \VIth it (Izard, 

1990). 

Different attributions of blame have been suggested to result 10 different emotions in 

this sample. For example, 10 Chapter 6 It was noted that those who blamed themselves 

experienced more feelings of guilt, whereas blaming others produced feelings of anger. 

Such differences 10 emotional state may be associated with different psychophysiologiCal 
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responses, although it is possible that similar responses might be observed as both types 

of attribution have the potential to result in strong negative emotions. 

i\ theoretical model has suggested that psychophysiological responses to d1fferent 

emotions might involve the same phys10logical changes (such as heart rate, respiration 

and muscle tension changes) but to diffenng degrees dependent upon the Intensity and 

hedonic tone of the emotion (Hebb, 1955) . For example, extreme anxiety and 

excitement both involve increased len:ls of physiological arousal but It is the 

interpretation of the stimuli that created the arousal change that Impacts upon whether 

anxiety or excitement IS perceived. Hmvever, research has suggested that different 

psychophysiological responses haYe been assu•.::iated with different emotional stimuli. 

For example, one study reported mcreased E.lviG when participants were viewing 

pictures with obvious unpleasant emotional tone (Livesay & Porter, 1994). Krumhansl 

(1997) stuclied the psychophys10logJcal responses of participants who were exposed to 

pieces of music that were said to represent sadness, fear and happiness. The results 

mdtcated that the sad music produced the largest changes in HR, blood pressure, SCL 

and temperature whereas the musiC representing fear produced the largest changes in 

blood transit time and amplitude and the music representmg happiness produced the 

largest changes in respuation (Krumhansl, 1997). Different emotional states elicited 

through imagery have also been associated with different psychophysiological responses 

(e.g., Lang, 1977, 1979), especially when the participants had strong imagery ability 

(lviiller et al., 1987). It is possible that the components of the autonomic nervous 

system are responsive to emotions in different ways. 

The above discussion has indicated that it is possible that different attributions of blame 

may result in different emotional reactions and subsequent psychophysiological 
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responses. Although the research is l!mtted, psychophysiological changes according to 

attribution previously has been noted, for example, attributing cause to an external, 

unstable source predtcted the psychophysiological symptoms of anxiety in rape vtctims 

(Feuer, 1997) . However, attributing blame to an Internal source might also provoke 

feelings of gutlt and symptoms of anxtety and the associated phystologtcal changes . 

Further research on the dtfferentlal psychophystologtcal responses associated wtth 

attnbutlon of blame in order to evaluate what ts most protective ts warranted. 

8.1.5 Accessing specific peritraumatic psychophysiological responses 

The four stage gutded Imagery methodology described in the previous study has been 

demonstrated to be effective tn provtding pentraumanc psychophy~ i , ,[ogical 

mformanon. As previously descnbed, th:s methodology divides the event experienced 

into distinct stages, \Vhtch allows mformation about peritraumatic psychophysiological 

reactions to be accessed over nme (Hames & Williams, 1998). Research utlltsmg this 

methodology has demonstrated that tt IS sensttive to psychophysiOlogical changes over 

time (Hames et al., 1995, 1998; Hames & Wtlliams, 1998; \'V'ells et al., 1999; Williams et 

al., 2003). It allows a more thorough evaluation of the psychophysiological patterns 

throughout the course of the event (rather than producmg a single average level of 

response as seen tn the studies previously descnbed). 

This methodology involves the development of a personalised imagery scnpt of the 

traumatic event that IS read to the mdtvidual while psychophysiological measurements 

are obtatned. The methodology allows closer evaluation of the changes tn 

psychophysiological response throughout the event than other methodologies appear to 

be able to access. .'-\lthough some research has reported psychophysiological responses 
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are influenced by the time that has elapsed since the event (e.g., Blanchard, Hickling, 

Taylor et al., 1996), other research has highlighted that some aspects of meamngful 

e\·enrs can endure O\Tr prolonged periods of time as discussed m chapter 4 (Haines et 

al., 1995; Haines, \\"illiams, Sale et al., 2002). lt can be argued that this methodology 

remains useful in the e\·aluatJon of psychophysiological differences between diagnostic, 

event type and blame type groups where the time since the event is not significantly 

different as established in Chapter 4. 

8.2 The current study 

The atm of the current study was t•J e\·alu:.Jte '.':hethcr psychophysiological arousal might 

differ according to e\'ent type, mtght distinguish those who develop ASD fnw , those 

who develop PTSD or sub-climcal symptr)ms, or mtght dtffer according to attributions 

of blame for the event. This was part of the overall a1m to identify protectJve factors 

through structured testing of the components of the integratJve model Qoseph, Williams 

et al., 1995) (psychophysiologtcal arousal was considered a component of emotional 

state). A number of hypotheses were made. 

The literature has suggested that personalised traumatlc tmagery results m mcreased 

psychophystological responsinness. It was expected on this basts that the levels of 

psychophysiological arousal would be higher m response to the trauma-related tmagery 

than to the neutral imagery. It \Vas exper:ted that the Event Script \vould eliCit higher 

levels of psychophysiological response overall than the Post-Event or Neutral scnpts as 

a result of the actual event occurnng dunng this scnpt. It was anticipated that there 

would be variation in the levels of arousal across the script stages with highest arousal 

occurring in the Incident stage of the event scnpt and the Scene stage of the Post-Event 
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Script. It was expected that the Neutral scnpt would elictt mirumal psychophysiological 

responses. 

There was little llterature that made a companson of psychophysJOlogtcal response 

across event type but the research that \vas available mdtcated a htgher level of 

psychophysiOlogical arousal \vas observed in a group that percetved the greatest life 

threat. The literature has suggested that perception of llfe threat mtght produce greater 

psychophystologJCal reactivity to event related stimuli. In Chapter 6, it was reported that 

there were no dtfferences m perceptions of life threat noted between the i\fVA and 

Assault groups m thts sample but that the iviVA group reported greater fear about the 

posstbility of injury or death of another party. It was expected that the J\fV A group 

\VOuld display hetghtened psychophystologtcal responses as a result of such fear;;. It was 

anticipated that the level of psychophysiologiCal arousal would be greatest dunng the 

Event than the Post-Event script, particularly m the Inctdent stage of the Event Scnpt 

and the Scene stage of the Post-E\·ent Scnpt. 

There was strong support 1n the literature that mdividuals wtth PTSD dtsplay a 

heightened psychophysiologiCal response to traumatic imagery. It was expected on that 

basts that the PTSD group would display a greater level of psychophysiological response 

to trauma-related tmagery than the other groups. Also to be considered was the fact 

that PTSD group rated thetr seventy of life threat as greater than the ASD group as 

reported in Chapter 6. Thts was hypothesised to result in higher overall levels of 

psychophysiOlogical reacttvit:y, particularly after the Inctdent stage of the Event scnpt 

and leading into the Post-Event script for the PTSD group. Based on the literature that 

reported a difference between sub-clirucal PTSD and PTSD 1n psychophys1ologtcal 

responses to imagery, it was expected that the Sub-Clirucal group would exhtbtt a lower 
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level of psychophysiological response to the PTSD group. The PTSD group was 

expected to demonstrate greatest psychophysioloical reactivity in the Incident and 

Consequence stages of the Event script and that this reactivity would continue into the 

first stages of the Post-Event script. 

As dissociation is a core symptom of ASD and the Literature has suggested that 

dissociation is a defence mechanism to protect the individual from intolerable levels of 

arousal, it was expected that the .-\SD group would exhtbtt levels of psychophysiologiCal 

arousal that reflect the fact that dissociatiYe experiences m1ght have been present at the 

time of the traumatic event as has been proposed in other similar research. The ASD 

group was expected to exh1bit a reduced level of psychophysiological response 10 

companson with the PTSD or Sub-Cliniol groups It was anticipated that the ASD 

group's pattern of response would not vary a great deal across the stages of Imagery 

The Literature suggested that different psychophysiological responses might be expected 

where different emotions are elictted. It is likely that attributions of blame for a 

traumatic event m1ght provoke strong negative emotions regardless of the type of 

blame. For this reason psychophys10logical differences were not expected between the 

self and other blame groups. 

8.3 Method 

8.3.1 Participants 

A full description of demographic information for the total sample can be found in 

Chapter 4. The characteristics of the sample involved in the current study were as 

described for Study 2. 
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8.3.2 Jlfatcrials 

Imagery scripts 

Personalised Imagery scnpts were utilised as described in Study 2. 

8.3.3 Apparntus 

Appararus included a :\[acinrosh Powennac 7300/180 computer linked to a :\faclab / SS 

data acquisition system using Chart 4.0.1. Recc•rclings were made at 1 mm / s with a 

sampling frequency of 200 samples / s. 1\fcasurcments of electrocardiograph (ECG) 

were integrated to obtain a mean HR. ECG was measured using 7mm "\g/ AgCI 

electrodes fitted at the second rib on both sides of the torso. An electrode on the left 

mastoid bone Sef\·ed as an earth reference A Pneumotrace respiration transducer 

monitored respiration rate (RESP). SCL was measured using 10mm ·\;/ "\gCI 

electrodes on the first and third fingers n f the parucipants' non-dominant hands. A 

range of psychophysiological measures was selected as it has been suggested that it is the 

overall pattern of psychophysiological response rather than one smgle measure that IS 

valuable (Stern, Ray & Davis, 1980) and to account for the idiosyncratic nature of the 

response to imagery (Fleming & Baum, 1987). 

8.3.4 Procedure 

The procedure was as described for Study 2 with psychophysiological measurements 

being taken while the Imagery was presented . In the second sess1on, 

psychophysiological apparatus was applied to the participant. The participants \Vere 

informed what each set of electrodes measured as they \Vere applied. At the conclusion 

of the session, the psychophysiological recording was explained to the participant 

follO\ving a debriefing. 
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8.3.5 Transformation and scoring of psychophysiological data 

Scores were taken from a 30 second penod of each stage of each script and the 

preceding baseline. £\!though tmagery scnpts were personalised, the nature of thetr 

construction allowed for comparable sconng penods. The sconng penod was based 

solely on script content and most commonly occurred approximately 15-20 seconds into 

each script. Vanous studies haYe demonstrated the validity of this method of scoring 

(e.g., Brain et al., 1998, 2002; Hames ct al., 1995, 1998; Hames & \X' illiams, 1998; 

Haines, Williams, Sale et al., 2002; 1999; \'V'illiams et al., 2003) . Psychophysiological 

responses for RESP were measured as breaths per minute during the scoring period. 

Mean scores for SCL and HR \Vere calculated for the scoring period. Parucipants \Vith 

missing data were excluded from tl11S section of the research. 

8.3.6 Design and analysis strategy 

The independent variables for this study mcluded event type (MVA/ Assault), diagnostic 

type (PTSD/ASD / Sub-Clirucal/No Symptoms) and blame type (Self/Other), Scnpt 

type (Event/Post-Event/ Neutral) and Script stage (Scene/ Approach/ Incident/ 

Consequence) . The dependent vanables for this study were the psychophysiological 

responses RESP, HR, and SCL. 

Therefore, the designs were a Scnpt by Stage within subjects factonal destgn (analysts 1); 

a Scnpt by Stage by event type mixed fac.:tonal design with repeated measures (analysis 

2), a Script by stage by d1agnosis mixed factorial design with repeated measures (analysts 

3) and a Script by stage by blame type mixed factonal destgn \Vith repeated measures 

(analysis 4). 
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Analysis 1 involved a 3 (Script: Event, Post-E\·ent, Neutral) x 4 (Stage: Scene, 

Approach, Incident, Consequence) within subjects design with repeated measures with 

the dependent variables being the psychophysiological responses across the total 

sample. 

Analysis 2 involved a 3 (Script: Event, Post-Event, Neutral) x 4 (Stage: Scene, 

Approach, Incident, Consequence) x 2 (Event ::ype: J\IV A, Assault) m1xed factonal 

design with repeated measures \vith the dependent vanables being the 

psychophysiological responses. 

Analysis 3 involved a 3 (Scnpt: Event, Pust-Event, Neutral) x 4 (Stage: Scene, 

Approach, Incident, Consequence) x 4 (DiagnostJc group: PTSD, ASD, Sub-~linical, 

No Symptoms) mixed factonal design with repeated measures with the dependent 

vanables bemg the psychophysiologtcal responses. 

Analys1s 4 mvolved a 3 (Scnpt: Event, Post-Event, Neutral) x 4 (Stage: Scene, 

Approach, Inc1dent, Consequence) x 2 (Blame type; Self, Other) mixed factonal design 

w1th repeated measures wJth the dependent vanables bemg the psychophysJOlogtcal 

responses. 

8.4 Results 

8.4.1 Overview 

Separate ANOVAs were conducted for each of the four analyses (total sample, event 

type, diagnostic type and blame type) to determine 1f any significant differences in 

psychophysiological response between the groups were evident. A Huynh-Feldt 
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correction was applied. Post hoc analyses were then conducted to determine where 

these group differences occurred. Fisher's Least Signitlcant Dtfference post hoc test 

was employed. A sigmficance cnterion of .OS \Vas adopted. 

8.4.2 Analysis 1 -Psychophysiological reactions for the total sample 

Psychophysiological results across the total sample will be presented to evaluate the 

impact of the different types of scripts without the complication of the other 

mdependent variables. The means and standard deviations for the total sample for each 

psychophysiOlogical measure can be found 10 a table 10 Appendix I. There were no 

s1gmficant script by stage mteracnons. 

Respiration 

A significant scnpt difference was evident for RESP, F(2,102) = 10.18,p <0.0001. Post 

hoc testing indicated that the overall levels of RESP response for the Event (Fisher 

PLSD = 0.56, p <0.05) and Post-E,·ent (Ftsher PLSD = 0.56, p <0.05) scnpts were 

lugher than for the Neutral script. There \vas no dtfference bet\".:een the Event and 

Post-Event scnpts. Table 76 presents the means and standard deviations for each 

script. 
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Table 76. 

,\leans and standard deviatzons m RESP response across three scriph'Jor tbe total sample. 

Script type 

Event 

Post-Event 

Neutral 

Heart rate 

Descriptive Statistics 

M 

16.29 

16.08 

1S.09 

SD 

( 4.37) 

( 4.1 0) 

(4.16) 

A sigruficant script difference was evident for HR for the total sample, F(2, 1 02) = 16.54, 

p <0.0001. Post hoc testing mdicated tbat ti:~ oYerall level of HR response for the 

Event (Fisher PLSD = 1.00, p <0.05) and Post-Event (Fisher PLSD = 1.00, p <0.05) 

scnpts was higher than for the Neutral scnpt. There \Vas no sigruficant difference 

between the Event and Post-Event scnpts. Table 77 presents the descnpuve statistics 

for each scnpt. 

Table 77. 

1\tfeans and standard dez:iatiom in HR response across tbree scripts for the total sample. 

Script type 

Event 

Post-Event 

Neutral 

Descriptive Statistics 

M 

76.32 

76.00 

73.66 

SD 

(1 0.62) 

(11.02) 

(9.98) 
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Skin conductance level 

No sigruficant differences were evtdent for SCL, F (6,306) = 0.61, p >0.05. 

8.4.3 Analysis 2- Psychophysiological reactions across event type 

A table presenting the mean scores and standard deviations mvolved in these analyses 

can be found m Appendix I. 

Respiration 

A significant Scnpt by Stage by b·ent type difference was evident for RESP, F(6, 300) 

= 2.31, p <0.05. Figure 21 presents tills intcrawon. 
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Figure 21. l\{ean RESP response for the four stages of the Event, Post-Event and 

Neutral scripts across event type. 

Table 78 presents the post hoc t-test results between event types at each stage of each 

script. There were sigruficant differences between the event types m RESP response. 

The RESP response was higher overall for the JYIV A group than for the Assault group. 
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At the first three stages of the event script, the i\fV.t\ group had a higher mean RESP 

than the Assault group. This \vas also the case at all stages of the Post-Event and 

Neutral scnpts. 

Table 78. 

The behl'eell event group differences for the script b_y stage b)' ezJent l)pe interactzon for RESP. 

Script Stage Analysis results 

t p Difference 

Event Scene 4.08 <0.0002 M>A 

df= 53 Approach 3.49 <0.001 :VI> A 

Incident ~ -7 
.).J ' <0.0008 M>A 

Consequence 1.14 >().05 

Post-Event Scene 4.01 <0.0002 :VI> A 

df= 50 Approach 3.66 <O.Oll06 M>A 

Inctdcnt 4.08 <O.ll002 ).I> A 

Consequence 3.12 <0.003 M>A 

Neutral Scene 3.77 <0.0004 M>A 

df= 53 Approach 4.37 <0.0001 M>A 

InCident 5.21 <0.0001 M>A 

Consequence 4.13 <0.0001 M>A 

Script clifferences were evident for the event types. Table 79 presents the ANOVA and 

post hoc tests results. For the I\fVA group, the RESP response was higher for the 

Event scnpt than the Neutral scnpt at the Incident stage. There were no differences 

noted at the other stages. The Assault group had a htgher RESP response for the Event 

script at the Approach, Incident and Consequence stages. The Post-Event script also 
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elicited a higher response than the 0-:eutral scnpt at the Approach and Consequence 

stages. No differences \\·ere noted at the Scene stage. 

Table '79. 

Tbe bctwem script d~jferences for tbe soipt b)· sta<~e I~J ' n·ent l)pe interaction for RESP. 

Event type Stage Al'JOV A Results Post hoc test results 

F p Fisher Difference 

2\fVA Scene 1.57 >Cl.05 

dj= 66 App 1.54 >0.05 

Inc 3.18 <0.05 1.03 E>N 

Cons 0.50 >O_Oj 

Assault Scene 109 >0.05 

dj= 34 ~"-PP 5.29 <L1.01 1.52 E, P>0J 

Inc 4.90 <0.02 1.78 E>N 

Cons 9.26 <0.0006 1.68 E, P>N 

Across stage differences were noted. Table SO presents the ANOV .r\ and post hoc test 

results. The MV.r\ group showed a h1gher RESP response on the Neutral script at the 

Approach, Incident and Consequence stages than at SettJng the Scene. A higher 

response was noted at the Incident stage than at the Approach stage on th1s script. No 

stage differences were evident for the Assault group in response to the Neutral script. 

No stage differences were ev1dent on the Post-E·:enr script for either event type. 
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Table 80. 

TIJc bctii'CC/1 stt1ge differences for tiJe smpt 0· stage 0• etwt (Jpe interaction for RES P. 

Event Type Script ANOVA Results Post hoc test results 

df F p Fisher Difference 

~fV:\ E\·enr 3,108 6.28 <0.001 0.86 2>1, 3>1,2,4 

Post 3,99 0.87 >0.05 

Neut 3,108 7.62 <0.0001 0.59 2>1 , 3>1,2, 4>1 

Assault Event 3,51 9.09 <0.0001 1.60 3>1, 4>1,2 

Post 3,51 2.10 >0.05 

Neut 3,51 1.07 >0.05 

Heart rate 

No significant differences were evident between the two event types for HR. 

Skin conductance level 

No significant differences were evident for SCL across the two event types. 

8.4.4 Analysis 3- Psychophysiological reactions across diagnostic groups 

A table presenting the mean scores and standard deviations across four dmgnostic 

groups can be found in Appendix I. There were no significant script by stage by 

diagnosis interactions observed. 
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Respir:Jtion 

A significant Script by Diagnosis interaction was evident for RESP, F(6,96) = 2.45, p 

<0.04. Figure 22 presents the mean RESP for each scnpt acros s the four diagnosuc 

groups. Post hoc tesung indicated that the RESP response for the PTSD group was 

lower than for the No S\·mptoms group in reacuon to the Event script (Fisher PLSD = 

2.98, p <0.05). The RESP response for the PTSD group was also lower than the Sub-

Clinical group on the Neutral scnpt (Fisher PLSD = 3.04,p <0.05) . 
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Figure 22. Mean RESP for the Event, Post-Event and Neutral scripts across cliagnosis. 

Heart rate 

No sigruficant differences were noted according to cliagnostic group. 

Skin conductance level 

No significant differences were evident for SCL across the four cliagnosuc groups. 
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8.4.5 Analysis 4- Psyclwphysiological reactions across bJ,?me groups 

A table presenting the mean scores and standard deviations across the two blame 

groups can be found in Appendix I. No significant group dtfferences were identified 

according to blame type for RESP, HR, or SCL. 

8.4 Discussion 

The aim of the current study was to e\·aluate whether psychophysiOlogical arousal might 

differ according to e\·ent type, might distingutsh those who develop .t\SD or No 

Symptoms from those \vho develop PTSD or sub-clinical symptoms, or might differ 

according to anributions of blame for the event. Constderatton \vas given to the 

protective value of a lack of psychophysiological reaction to a traumatic event. 

It ts worth noting here that some research used Skin Conductance Response instead of 

Skin Conductance Level (e.g., Sierra, Seruor, Dalton, & ;\lcDonough, 2002) as was 

chosen for this research. I-10\,.-ever, there are limitations on the extent to which SCR has 

proven to be useful in the measurement of processes usmg a staged Imagery 

methodology. In particular, it has been noted that there is a lag between the onset of 

the stimulus (i.e., the imagery stage) and the response. The scnpt content may not 

coincide with the content appropriate response:. This makes scoring very dtfficult. It is 

recommended for this reason that both SCL and SCR be used with caution in stage 

Imagery methodologies. 

The results indicated that, in general, the traumatic events and their aftermath were 

associated with elevations m psychophysiological arousal as measured by respiration rate 

and heart rate. These results are in keeping \Vith a large body of literature that provides 
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evidence for elevated arousal in response to trauma-related stimuli (e.g., Blanchard et al., 

1982, 1994a; Blanchard, Hickling, Buckley et al., 1996; Boude\\·yns & Hyer, 1990; Dm·is 

et al., 1996; Dobbs & \\!ilson, 1960; Orr et al., 1995; Pallmeyer et aL, 1986; Pitman & 

Orr, 1990; Pitman et aL, 1987). 

As hypothesised, the elevated arousal \vas specific to the imagery of the traumatic event 

and its aftermath but was not evident in response to emotionally neutral stimuli. There 

has been some debate m the literature about \\·hether exposure to traumatic events 

creates a generalised hyperarousal (e.g., Blanchard et al., 1982, 1986, 1989; Dobbs & 

\\iilson, 1960; .Muraoka et al., 1998; Pallmever et al., 1986; van der Kolk, 1997) or 

whether elevated arousal is evident onlv in response to traumatic remmders (e.g., 

Blanchard et al., 1994a; Blanchard, Hickling, Buckley et al., 1996; McFall, .0-Iurburg, 

Roszell, & Veith, 1989; Pitman et al., 1987; van der Kolk, 1997). \v'hen considered as a 

\vhole, the response of the total sample supported the proposition that the arousal 

response was trauma specific. 

\Vhen considenng event type, It was hypothesised that the l\fV A group would 

demonstrate greater psychophysiological reactivity in response to trauma Imagery as a 

result of their greater fear of mjury of another party. In support of this hypothesis, the 

l\fV A group responded to Imagery with a higher respiranon rate at each stage of each 

script with the exception of the Consequence stage of the Event scnpt. For the l\fV A 

group, the peak of arousal m response to the event was at the Incident stage with a 

reduction m arousal at the Consequence stage. In contrast, the peak of arousal for the 

Assault group was at the Consequence stage, Immediately after the assault had firushed. 
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The nature of the two events can account for these differences. The Incident stage of a 

i\fV A 1s charactensed by loss of control of the veh1cle. At the Consequence stage, lt 1s 

apparent to the 10di,ndual that the event 1s over; the vehicles have stopped mov10g and 

lt 1s generally apparent that the 1mmed1ate threat to life has passed. However, 10 the 

case of an assault, the cessation of the event would not be as clear-cut. That 1s, the 

10d1vidual could believe that a threat cont10ued while the perpetrator of the event \Vas 

still at the scene. It would only be 10 retrospect th,lt an 10d1V1dual could 1dent1fy the end 

of the assault as the last 10stance of physical contact, and that 1mmed1ate threat could be 

considered to continue for as long as the 10dividual was present. In th1s sense, a 

physical assault 1s a much more unpredictable traumatic stressor than a motor veh1cle 

accident, despite the additional nsk to life caused by the collis10n of mov10g vehicles. 

Prev10us research has noted elevations in psychophys10log1cal arousal 10 participants 

w1th PTSD (e.g., Blanchard et al., 1994a; Blanchard, H1ckling, Buckley et al., 1996; 

Blanchard, H1ckling, & Taylor, 1991; Davis et al., 1996; Orr, Pitman, Lasko, & Herz, 

1993; P1tman et al., 1987; Pitman & Orr, 1990; Shalev et al., 1993). Reactivity 10 HR has 

been particularly observed (Blanchard et al., 1994a, Blanchard, Hickling, Buckley et al., 

1996; Shalev, Sahar et al., 1998). However, 10 th1s research, when diagnostiC group10g 

was considered, the hypotheses that greater psychophysiological reactivity would be 

observed in the PTSD group overall, and that elevations would be observed 10 the 

Incident and Consequence stages of the Event scnpt as a result of perceptions of life 

threat were not supported. Indeed, respiration rate in response to the Event script was 

lower for the PTSD group 10 companson with the No Symptoms group, and the 

response to the Neutral scnpt \vas lower for the PTSD group in companson w1th the 

Sub-Clinical group. 
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There IS some evidence in the literature of an association between lowered resp1ranon 

rate and elevated anxietv. For example, excessive s1ghing m paruc disorder has been 

determined to be a result of reduced tidal volume (\v'1lhelm et al., 2001). The reduction 

in ndal volume was seen as a consequence of altered breathmg patterns m response to 

anxlet:y. It may be that the PTSD group slowed therr breathing or lessen the depth of 

their breathmg when faced \VIth any type of challenge, even one associated With a 

neutral event. 

AlternatiVely, pentraumatic d1ssoc1anon may account for this findmg. 

Psychophyswlog1cal suppressiOn has been hypothesised as a consequence of 

dissociatiOn m other research. For example, Gnffin and colleagues (1997) reported 

participants who expenenced peritraumatlc dissociation had a lower heart rate when 

discussing the traumanc expenence m the emergency room than those without 

peritraumatlc dissociation. This process of psychophysiological suppressiOn was also 

suggested by Bryant and colleagues (2000) where h1gher HR \Vas observed in md1v1duals 

who met cntena for sub-clirucal ASD (where the dissoClatlve cntena was not met) than 

m those With ASD. In addmon, a study of mdiVtduals wtth Depersonaltsatlon Disorder 

(APA, 1994) md1cated that their skin conductance response to viewmg unpleasant 

p1ctures was reduced and occurred \VIth some delay compared to controls or md1v1duals 

with anxiety d1sorders (Sierra et al., 2002). Such findmgs have been suggested to be the 

result of the mfluence of d1ssociat1ve processes upon psychophys1olog1cal respondmg 

but such a suggestion must be considered w1thm the limitations of the use of SCR as 

outlined above. However, the hypothesis that the ASD group would demonstrate 

psychophysiological responses md1canng d1ssociattve expenences ma:y have been 

present was not supported m the current study. Although the level of resp1ration rate 

was lower for the ASD group than the Sub-Cltrucal and No Symptoms groups, these 
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differences were not sigruficant. This findmg IS in line \VIth that of Kaufman and 

colleagues (2002) who mdicated that individuals who reported high or low experiences 

of dissociatwn on the basis of the Pen traumatiC Dissociative Experiences Questionnaire 

did not differ \VIth respect to physwlogical reactivity to trauma-related stimuli. 

Differences 1n dissociative expenences between the groups will be explored further 1n 

Chapter 9. 

As expected, blame did not have an Impact upon psychuphyswlogical response 1n this 

sample. Although measured post-trauma, the psychophyswlog1eal responses 1n this 

study were considered to be a representation of pentraumatic reactions to traumatic 

expenence. It was reported 1n Study 2 that the maJonty of partie1pants made the 

attnbution of blame after the event rather than dunng It and so any differences between 

the Self and Other-blame groups as a result of varying mtensity of emotions would not 

be reflected in the results of tlus study. 

In summary, the results mdicated there were differences 1n psychophyswlogical 

response to trauma-spee1fic stimuli compared to neutral stimuli. Lower respiration rate 

was observed 1n the PTSD group and this was discussed as possibly bemg a product of 

anxiety or as a result of dissociative symptoms damperung psychophyswlogical response 

as has been noted in other research (Bryant et al., 2000; Gnffin et al., 1997; Sierra et al., 

2002). The next chapter mvolves a more thorough examination of dissociative 

symptoms 1n this sample and this proposmon wlil be explored further. 




