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Summary

There is considerable debate about the legitim&diieo PTSD diagnosis. Therefore there is
an urge to supplement the diagnostic system wigmsfic observations, preliminary to the
construction of the fifth version of the DSM. Thisaster study investigated the diagnosis of
PTSD. Specifically, the current (DSM-IV-TR) factstructure and three alternative factor
structures were analyzed and tested on a ‘heteeogentrauma-exposed population’. The
alternative models consisted of a nested six-fatiodel, the King et al. (1998) model and the
Simms et al. (2002) model. The six factor model designed by Ebberink et al. (2009) and
it distinguishes PTSD specific symptoms from dysgheymptoms and a ‘PTSD a specific’
symptom. To investigate the fit of the factor madeh the trauma population, and to compare
it to each other, a confirmative factor analysisATwas performed.

The second aim of this study was to explore thaticel between trauma type and

PTSD, since studies indicate that the symptom ptaten of PTSD is related to trauma type.
To explore this relation, a multivariate analydivariance (MANOVA) was performed.
The current study used data from the Dutch traiosladf the Clinician-Administered PTSD
Scale (CAPS) that was acquired from 170 clientstvad Mental Healthcare Centres:
‘Overwaal, Centre of Anxiety Disorders’ and ‘Herdri & Rooseboom, specialists in
psychological health’. All clients were clinicaldjagnosed with PTSD.

Comparison of the proposed factor models showedhit®SM-1V-TR model had the
worst fit, and the Simms model provided the bestTiese findings are not consistent with
the study of Ebberink et al. (2009), and do notpsupthe assumption that the six factor
model shows superior fit to the other models. Om ¢bntrary, the findings are concordant
with the broad acknowledgement that the PTSD symatology of re-experiencing is typical
for PTSD (Horowitz, 1997; King et al., 1998; Simetsal., 2002; Brewin, 2003). Obvious is
that avoidance could be best defined by two symptarh active avoidance (C1, C2).
Furthermore, there was no statistically significdifference among trauma groups on the
symptom representation of PTSD.

The present findings suggest that there are magtions to extreme trauma, but that
the Simms model includes a core set of symptoms dpplies for all trauma types. The
findings support the weighty body of literaturettbhallenges the current DSM-IV-TR PTSD
factor structure and support the view that it imesl four clusters of symptoms as opposed to
three.




1. Introduction

1.1 Typical reactions to traumatic events

Victims of overwhelming events, such as war, opgimes child abuse, marital
violence, robbery, natural disaster or disastelnwhan origin and life-threatening accidents
have a mental and physical response that followstrdumatic event (Brewin, 2003). Such
events involve an adaptive reaction, which is assed with elevated levels of stress. Stress
could be seen as a functional mechanism, in thatah emergency reaction in a threatening
situation, which goes in conjunction with a disgeof the sympathetic nervous system. It
prepares the human body for ‘fight’, ‘flight’ orréeze’. Because stress involves emotions like
anger and fear, and chronic stress is known toechaalth problems, people have a negative
association with it (van Doornen, 2004).

With stress, cortisol and adrenaline are reledsatdinfluence the storage of emotional
memories by activating the amygdala (van Doorn®942 Moreover, in order to anticipate
potential danger, ‘stressful memories’ are highdggtive and, when appropriate, play a key
role in survival. However, when an event overwhelthe individual's ‘psychological
defenses’, he/she cannot return to his/her forntete sof homeostasis (psycho-biological
wellbeing). Instead, an individual develops enhdnstress reactivity and sympathetic
arousal.

Most people return to their ‘normal state’ aftetr@aumatic event as a consequence of
their resilience (Bonanno, 2004). However, somepf@eoemain on a level of heightened
stress reactivity and sympathetic arousal and tegbare-experience the traumatic event.
Other symptoms that could follow a traumatic evemtlude the avoidance of stimuli
associated with the event and emotional numbindhdse symptoms persist for a longer
period, these people could develop PosttraumatresStDisorder (PTSD), the formal
diagnosis of (among others) the American Psyclidtsisociation (APA) for special suffering
that is caused by a traumatic incident.

This master study investigates the diagnosis ofIRTSpecifically, the current factor
structure and three alternative factor structure e analyzed and tested on a
‘heterogeneous trauma-exposed population’. Theratee structures consist of two four
factor structures and a six factor structure. Byanseof a confirmatory factor analysis it will
be determined which structure has superior fit loe trauma population. Additionally, the
influence of ‘trauma type’ on the symptom presaataiof PTSD will be explored. These

issues will be elaborated on in chapter two.



1.2 Development of Posttraumatic Stress DisordénénDiagnostic and Statistical Manual of

Mental Disorders

Responses to (psychologically) traumatic eventshasen described since several
centuries before Christ. However, these were natistl scientifically until the middle of the
19" century. Scientific efforts started after simikgns and symptoms were observed from
victims of disasters, such as train crashes, ang.wW&r example, ‘railway spine’ was a
common syndrome after railway accidents, which isbed of irritability, restlessness,
memory loss and malaise (Erichsen, 1867, cited dgeRaker, 2009; Horowitz, 1997). Also,
observations of a cluster of symptoms, like shasnef breath, palpitations, head ache and
fatigue, had been made of soldiers in the AmerCas War, which was later referred to as
‘soldier’s heart’ or ‘irritable heart of the soldse (Da Costa, 1871, cited by Rademaker, 2009;
Horowitz, 1997). Initially, it was thought that Wims were malingering. Despite the
prevailing controversy, however, later neurologistalised that the aforementioned
symptoms could be attributed to unconscious psydichl motivational factors (Horowitz,
1997).

By the end of the nineteenth century Freud disaitske concept of trauma. He
thought that overwhelming stimuli (such as sightsl gounds) that could not be mastered
breach one’s ‘mental skin’ and produce psycholdggaptoms such as hysterical paralysis
and loss of function (1920, cited by Brewin, 200@any years later, Januff-Bulman added
that trauma shatters people’s beliefs about thddwaomd ourselves (1992, cited by Brewin,
2003). Core assumptions help people to sustairveémyeday life to motivate, to overcome
difficulties and to plan for the future. Situatiotisat oppose these assumptions have the
potential to be traumatic. According to Bolton &llHI'a posttraumatic stress reaction is a
failure to integrate the trauma into the systerbalfef about the self and reality” (1996, cited
by Brewin, 2003).

Initially, the phenomena that occurred as a consecg! of a traumatic experience
were most obvious in soldiers of World War | andA§ a result, from the beginning of the
twentieth century the symptoms were named in wiated terms: ‘combat neurosis’, ‘combat
fatigue’, ‘combat exhaustion’, ‘operational fatiguébattle fatigue’, ‘battle neurosis’ and
‘shell shock’ (Horowitz, 1997; Brewin, 2003).

As a consequence of the Vietnam War in the 196€s&0s, American veterans also
suffered from several (psychological) problems #ofabied for acknowledgement of these
problems. Meanwhile, empirical research indicatbdt tthe syndrome was not only a

consequence from war-zone exposure, but from aivitiatastrophes as well (Brewin, 2003).



Taken together, this ultimately led to the inclus@f PTSD in the DSM-III from the APA in
1980.

The acknowledgement that different types of trawaralead to a single disorder was
a critical turning point in the history of traun@astress studies (Kelley et al., 2009). Since
then, research on PTSD was increasingly focuseathar types of traumas (Brewin, 2003).

The initial criteria of PTSD were largely based ioformal studies describing the
symptoms of combat veterans, survivors of the Halst or individuals exposed to other
extreme stressors. Horowitz was one of the firstagy out experimental research in this
field. His work proposed a model that described Ip®wple adapt to events that overwhelm
mental defences. It involved a structure of intrasire-experiencing symptoms alternating
with avoidance and emotional humbing. He suggettad these interlinked processes are
inclined to occur in temporal phases to enable ghan mental structures increasingly in a

manageable way (Horowitz, 1976).

Figure 1.PTSD criteria in the DSM IV-TR editipranging from B till F.

B. The traumatic event is persistently reexperidrinet least one of the following ways:

- Recurrent and intrusive distressing recollectiofihe event;

- Recurrent distressing dreams of the event;

- Acting or feeling as if the traumatic event weseurring;

- Intense psychological distress at exposure ts thet symbolize or resemble an aspect of the @#iaravent;
- Physiological reactivity upon exposure to evehit symbolize or resemble an aspect of the traiaraaént;
C. Persistent avoidance of stimuli associated thightrauma and numbing of general responsivenesg(asent
before the trauma), as indicated by at least tof¢lee following:

- Efforts to avoid thoughts, feelings or conversiasi associated with the trauma;

- Efforts to avoid activities, places or peoplettamuse recollections of the trauma;

- Inability to recall an important aspect of thauma;

- Markedly diminished interest or participationsignificant activities;

- Feelings of detachment or estrangement from sther

- Restricted range of affect;

- Sense of a foreshortened future;

D. Persistent symptoms or increased arousal (esept before the trauma), as indicated by at teasbf the
following:

- Difficulty falling or staying asleep;

- Irritability or outbursts of anger;

- Difficulty concentrating;

- Hypervigilance;

- Exaggerated startle response;

E. Duration of the disturbance (symptoms in crié8i C, and D) is more than one month.

F. The disturbance causes clinically significastréiss or impairment in social, occupational oeotmportant

areas of functioning (AP, 200x).




After the inclusion of PTSD in the DSM-III and swdnstial scientific discourse on
PTSD several revisions have been made. One major giodebate was about criterion A. It
describes certain types of traumatic events thaldagltimately lead to PTSD. In the DSM-III
the events were to cause “significant symptomsigifeks in almost everyone”; in the DSM-
llI-R edition a second feature was added: the tegtiorevent should be “outside the range of
usual experience”. In the DSM IV edition the emp#bresponse to stress was also added as a
criterion, and criterion A was divided into two fsaiBreslau & Kessler, 2001). PTSD is
almost unique among psychiatric diagnoses, beaafutelink with an external cause (Dobbs,

2009). The other diagnostic criteria for Posttraticn@tress Disorder are outlined in figure 1.



2. Theoretical framework

2.1 Criticisms to the current PTSD diagnosis

Preliminary to the construction of the fifth vemsiof the DSM, there is an urge to
supplement the diagnostic system with scientifisesbations, since there is still considerable
debate about the legitimacy of the diagnosis. lyirsbnsidering criterion A, only a minority
of the people that experience a traumatic eveneldpvPTSD (Keane et al., 2006). This
implies that the event itself is not a sufficiempknation. Trauma severity is one of the
strongest predictors of PTSD, but any event isaped and assimilated in the context of a
human being’s history and the existing emotional aongnitive set. Therefore, traumatic
events produce idiosyncratic responses (Horowi®871 Keane et al., 2006). Moreover, it
remains unclear whether there is a link betweememé stress and PTSD. It has been
guestioned whether supposedly typical traumaticctieas exist and, if so, what the
underlying mechanism is of these reactions. Thecisson between experiencing intense
fear, helplessness, or horror at the time of trase@mns to be too restrictive (Brewin, 2003).

Secondly, there is considerable symptom overlagdxt PTSD and other psychiatric
disorders. As Brewin (2003, p. 35) noted “emotlcarad physiological arousal are found in
phobic disorders; detachment, loss of interestlepmklessness about the future are found in
depression; sleeplessness, irritability, and comagon problems are found both in
depression and generalized anxiety disorder, whichlso typified by hyper vigilance and
exaggerated startle”. Furthermore, Horowitz argihes PTSD and complicated grief, which
is no formal psychiatric disorder, also have cqroesling criteria, such as avoidance,
sleeping disturbances and diminished interest aticg@ation in significant activities
(Horowitz, 1997; Van den Bout et al., 2001). Altighuntrusions of the event are claimed to
be the most distinctive symptom, they are not uaitu PTSD. It is well-established that a
high proportion of depressed patients without PT®ewin, 2003) and people suffering
from complicated grief (Stroebe et al., 2004) répotrusions of stressful events. However,
the nature of the intrusions differs among the mists (Brewin, 2003; Stroebe et al., 2004).
There are indications that complete flashbacksraonatic events, as opposed to more
common intrusive memories, are exceptional in otleaditions than PTSD (Brewin, 2003).

Thirdly, the diagnosis of PTSD shows heterogenedumscal presentations among
individuals (Horowitz, 1997; Simms et al., 2002)vd persons can be diagnosed with PTSD

without sharing any symptom.



The fourth point of discussion, comorbidity, reféssthe second and the third. PTSD
often occurs together with other psychiatric digosd There is substantial comorbidity with
other anxiety disorders and depressive disordessofiitz, 1997; Simms et al., 2002) as with
personality disorders, such as antisocial and péitgrersonality disorder (Resick, 2001). The
high comorbidity rates make it difficult to detemsi which symptoms belong to PTSD and
which do not, because it is just one of many pdssenrctions to a traumatic event.

Finally, as a consequence of the symptom overlapreterogeneity, different core
components of the syndrome have been theorized mgpwitz, 1997; King et al., 1998;
Simms et al.,, 2002; Feeny et al., 2000b). Accoiginghuch discussion has come into
existence about what category of disorders PTSDnigsl to. Since numbing and depression
seems to be significant predictors of chronic PT&8eny et al., 2000b), one could theorize
that the syndrome is a mood disorder. However, roghadies centralize the dissociative
phenomena of PTSD (Feeny et al., 2000a; Hagentats 2010). Additionally, some studies
interpret the structure of PTSD as a dimensionabktract (e.g. Ruscio & Ruscio, 2002), or
argue for a dimensional construct (Ford et al., 80&hich means that the syndrome is not a
gualitative unique reaction to extreme stress, fiather a reflection of the far end of a

continuum of stress reactions (Brewin, 2003).

2.2 Defining PTSD using factor structure

Regarding the aforementioned criticism of symptorertap, symptom heterogeneity
and comorbidity, confirmation of the coherence 8P symptoms is still required. One way
is to examine the structure of PTSD symptoms argetowhether they form latent variables
that correspond with the DSM-IV-TR factors. Usuallactor analysis is employed to
accomplish this, a statistical technique that apisnto recognize latent factors that can
elucidate the interrelationships among a set ofabés (King et al., 1998; Simms et al.,
2002).

As a consequence of the discussion about the P&iptems, extensive research
concerning the factor structure of PTSD has beefoqmeed the past few decades. Many
studies found that the contemporary DSM structuth three factors does not provide the
best fit in various trauma populations (King ef 4698; Simms et al., 2002; Rasmussen et al.,
2007; Naifeh et al., 2008; Cox et al., 2008; Sawall e 2008; Ford et al., 2009; Lancester et al.,
2009). Subsequently, alternative models have beggested. Two of these have been
replicated many times: the four-factor model of &iet al. (1998) and the four factor model
of Simms et al. (2002).



2.3 The four-factor model of King et al. (1998)
The confirmative factor analytic study of King &t @998) was performed on a large

population of male, treatment seeking Vietnam \&ter Their data did not fit the DSM-IV-
TR model well. Firstly, the item ‘memory loss’ wasrelated to the other symptoms. As a
consequence, they suggested the possibility of paraee ‘memories difficulties’ factor.
Secondly, King et al. found that the deliberate idaoce symptoms (Cl and C2) are
independent from the emotional numbing symptoms-QZB This resulted in a factor
structure, which consisted of ‘re-experiencing’vdalance’, ‘emotional numbing’ and
‘arousal’, in which criterion C was divided in twactors The model, hereafter referred to as
the “King model”, has been affirmed in later stigdvath a variety of populations, such as in a
‘U.S. national sample of individuals’ with lifetinfeTSD (Cox et al., 2008), in ‘heterogeneous
trauma-exposed, general medical patients’ (Naifedd.e2008), in ‘West and Central African
Refugees’ (Rasmussen et al., 2007), and in ‘traexp@sed adolescents’ (Saul et al., 2008;
Ford et al., 2009).

2.4 The four factor model of Simms et al. (2002)

In 2002, Simms et al. presented another four-fattodel, hereafter referred to as the

“Simms model”, in which the factors ‘intrusionsgvoidance’, ‘hyperarousal’ and ‘dysphoria’
were distinguished. The dysphoria factor combiri28N-1V-TR) symptoms of hyperarousal
(D1-D3) with symptoms of emotional numbing (C3-C#gflecting the non-specific
component of PTSD, which is shared with other agxiend mood disorders. As a
consequence, the avoidance and hyperarousal fasters considered to embody fewer
symptoms compared to the DSM-IV-TR model (respetyivC1-C2 and D4-D5), and were
hypothesized to reflect ‘mid-level constructs’ coomimto many anxiety disorders. The
intrusions factor remained unchanged and was cereidto reflect a specific component of
PTSD. The Simms model was tested on a large sashpleployed and nondeployed veterans
of the Gulf War and provided a good fit (Simms let2002). In recent studies the model has
been affirmed in other populations, such as in ‘Wasd Central African Refugees’
(Rasmussen et al., 2007), individuals from the itd&tl Epidemiological Survey on Alcohol
and Related Conditions’ that met criterion A for3I (Shevlin et al., 2009) and ‘college
students exposed to a range of traumatic evensiqaster et al., 2009). Figure 2 displays the
symptoms and their latent factors according toR&M-1V-TR model, the King model and

the Simms model.
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Figure 2. §mptom structure of the proposed confirmatory fantodels.
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2.5 King et al. versus Simms et al.

Several studies have included both four-factor nf®da most of these, the Simms
model shows the best fit as opposed to the Kingain@dg. Shevlin et al., 2009; Lancaster et

al., 2009). However, Elhai et al. (2009), diffeiated between a specific trauma (worst
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trauma in a lifetime) or general trauma (overadlutna history) population and this study
proposed that these two populations fit differemdels. That is, a ‘heterogeneous specific
trauma-exposed population’ fitted the Simms modstds, and the King model had the best
fit in a ‘trauma-general population’. Furthermoae’)non-trauma-exposed population that had
dealt with life stressors’ had the best fit witte tlatter model as well. This differentiation
seems to be applicable for the outcomes of thelestuaf Elhai et al. (2009), Naifeh et al.
(2008) and Shevlin et al. (2009). These studiesvshmt symptom-rating to the most
traumatic event leads to a better fit of the Sinmuglel, whereas the King model has a better
fit when participants rate their symptoms globdiljthout reference to a specific traumatic
event). Thus, assessment methodologies tend teeirde the data fit of the factor models.
More specifically, it turns out that symptom ratwgh reference to a specific traumatic event
is in favour of the Simms model, whereas symptotingawithout reference to a specific

traumatic event, or to non traumatic life stressierén favour of the King model.

2.6 Trauma type and the symptom presentation oEPTS

Studies indicate that the symptom presentation TP is related to trauma type.
Kelley et al. (2009) argue that there is a diffeebetween symptoms related to interpersonal
trauma (such as sexual assault and the loss ofeal lone) and symptoms related to fear
invoking trauma (such as sexual assault and adsidenfhey argue that the higher overall
PTSD symptom severity of ‘sexual assault victimsglative to ‘victims of an accident’ or
‘bereaved persons’, may be attributable to the dative impact of both types of symptoms.
In addition, blame, which can be considered asnapsym of interpersonal trauma, increases
risk for PTSD (Yasan et al., 2009; Brewin, 2003).

Moreover, in a study concerning PTSD and traumae,typhercliffe et al. (2009)
demonstrated higher rates of distress (worry, dsjpwa, suspiciousness) and fear with
‘victims of crime’ compared to ‘victims of accident They also argued that similar studies
have elucidated relatively higher rates of angei distress with ‘combat veterans’ and
relatively higher rates of depression with ‘victimfssexual assault’.

In one of these studies MMPI-2 profiles were comepaior a ‘combat trauma group’
and a ‘sexual assault trauma group’ (Kirz et 20D). First, it was argued that these groups
should differ on PTSD etiology. Whereas a combatitta seems to pose a threat to life,
sexual assault seems to pose a threat to phystegirity. Furthermore, the etiology could be
influenced by whether the trauma was experiencddigtually or collectively and whether it

concerns an interpersonal trauma or not. Secoralsthdy proposed that trauma groups

12.



should differ regarding the role of the traumatipedsons. Kirz et al. (2001) reasoned that the
‘combat trauma veterans’ were both victim and ag#ntrauma, whereby themes such as
shame and guilt play a role. In contrast, the ‘s¢x@ssault survivors’ were solely victim, and
as a consequence they reasoned this group sufteesfrom paranoia and anxiety.

Whether or not these arguments form the basisheir findings, the study proved
differences in PTSD etiology between ‘combat vetsrand ‘sexual assault survivors’. The
former group showed more symptoms and signs ofopzdly, and externalized negative
affect via anger, cynism, antisocial acts, andralsstof others. With the latter group negative
affect was internalized through depression, sonwoplaints, and anxiety. However, some

of these differences were associated with gendiereinces (Kirz et al., 2001).

2.7 Six-factor structure

Factor analytic studies have shown there is add@donsensus about what is the most
suitable structure of PTSD symptoms. With the psepdo explore the validity of an
alternative model, Ebberink et al. (2009) have giesil a six-factor model with two higher
order factors. They distinguished PTSD specific ggms from dysphoria symptoms related
to general stress. The PTSD specific factor coragrief the first order factors re-
experiencing and avoidance. The dysphoria factarsisted of the first order factors
emotional numbing, anhedonia and hostility. Thdusion of the latter three factors is based
on factor analytic studies, which indicate that emngnd depressive symptomatology are
central features of PTSD. In the six factor motiel $ymptom ‘trauma specific amnesia’ was
indicated as an independent factor (PTSD a spgcMoreover, the hyperarousal factor was
removed from the model because of its heterogenaity its symptoms were added to other
clusters.

Ebberink et al. (2009) conducted a confirmativeda@nalysis to compare their six-
factor model with the DSM-IV-TR three-factor mod#ie King model and the Simms model.
In a trauma population of ‘Dutch peacekeeping ats, who served in the Balkan, the
nested six-factor model provided the best fit. Shperiority of the six-factor model supports
the assumption that PTSD is composed of specifopsgmatology as well as dysphoria
symptoms. The results also indicated that anhedandh hostility represent solid factors.
Furthermore, the findings demonstrated a poor fdotling of ‘trauma specific amnesia’, in
conjunction with other studies (e.g. King et a@98).

13.



Table 1 displays the symptoms and their lateniofacaccording to the DSM-IV-TR
model, the King model, the Simms model and thefatter model. Furthermore, figure 3
depicts the symptom structure of the six-factor etod

Table 1.Item mapping for proposed confirmatory factor madel

DSM-IV-TRPTSD-symptoms

1 2a 2b 3
B1. Intrusive thoughts of trauma R R R R/S
B2. Recurrent dreams of trauma R R R R/S
B3. Flashbacks R R R R/S
B4. Emotional reactivity to trauma cues R R R R/S
B5. Physiological reactivity to trauma cues R R R R/S
C1. Avoiding thoughts of trauma A/N A A AIS
C2. Avoiding reminders of trauma A/N A A AIS
C3. Inability to recall aspects of trauma A/N N D As
C4. Loss of interest A/N N D An/D
C5. Detachment A/N N D N/D
C6. Restricted affect A/N N D N/D
C7. Sense of foreshortened future A/N N D An/D
D1. Sleep disturbance H H D An/D
D2. Irritability H H D Hos/D
D3. Difficulty concentrating H H D An/D
D4. Hypervigilance H H H R/S
D5. Exaggerated startle response H H H R/S

Note:Model: 1. DSM-IV-TR; 2a. King model; 2b. Simms nho8leSix-factor model.
Factors on which symptoms were loaded: R=re-expeirgy, A=avoidance, N=numbing, D=dysphoria,
H=hyperarousal. Hos=hostility, An=anhedonia, S=PTSpecific, As=PTSD a specific.

2.8 Present study

The present study had two aims. The first aim wasdt the validity of the nested six-
factor model in a civilian trauma sample and corapato the existing factor models of the
DSM IV-TR, King et al. (1998) and Simms et al. (2DORelated to this, the first research

guestion of this thesis was:
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1. Does the PTSD six-factor model fit the data of &elwgeneous trauma-exposed
population?

The six-factor model was assumed to show a beattenfa ‘heterogeneous trauma-

exposed population’ than the existing factor modaélshe DSM IV-TR (2002), King et al.
(1998) and Simms et al. (2002).

Figure 3. §mptom structure of nested six-factor model.
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Differences among PTSD factor models have partiadlgn explained by differences

in trauma populations (e.g. Naifeh et al. 2008)isTimplies that the nature of symptoms
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relates to the specific trauma type. The seconddithis study was to explore the relation

between trauma type and PTSD. This has lead tedtend research question:

2. What is the influence of trauma type on the symg@sentation of PTSD?

Because different types of traumatic events invaliterent kind of reactions, it was
hypothesized that trauma type relates to the festtore of PTSD. Therefore, it was expected
that the dysphoria factor scores differ per PTSBhyqe, as a consequence of trauma type. On
the contrary, the PTSD specific factor scores wexpected to be equal among different

subtypes of PTSD.
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3. Methods

This study investigated the fit of several factoodels of PTSD (the DSM-IV-TR
model, 2002; the King et al. model, 1998; the Simehsl. model, 2002; and the six-factor
model, Ebberink et al. 2009) in a ‘civilian, poptida with PTSD’. Next, the fit indices of the
models were compared to decide which model classifie symptoms of PTSD best. Finally,

it was assessed whether trauma type influencesythptom presentation of PTSD.

3.1 Subjects
The current study used data that was acquired i@ clients of two Mental

Healthcare Centres: ‘Overwaal, Centre of Anxietgddders’ and ‘Hendriks & Rooseboom,
specialists in psychological health’. All clientese clinically diagnosed with PTSD. Clients
were originally recruited for a ‘d-cycloserine’ diuor a ‘PTSD-treatment’ study. Prior to
their PTSD-treatment, clients were asked whethey tvanted to participate and were
informed about the content of the study. Measuresemere done by therapists (a
psychology-student, a psychologist or a ‘Health eCaisychologist). All participants had
given permission to use their data for research.

Subjects were included in the current study if thegre interviewed with the Dutch
translation of the Clinician-Administered PTSD Scd4lCAPS) and the CAPS score was
greater than or equal to 45. One hundred and sm¢ysubjects were included. Participants’

mean age was 36.6 (SD=11.4); 81 % of participaetewomen, and 19% were men.

3.2 Measures

The CAPS is a structured, clinical interview of i88ms. Among these items 17 items
correspond with the PTSD symptoms of the DSM-IV-BR02), which are categorized in
three symptom clusters: re-experiencing, avoidamzehyper arousal. Each item was scored
on a five-point scale of frequency and of intensitiie total score of the CAPS was the sum
of the total score of each cluster. The instrunoamt be used to diagnose both current (in the
last month) and lifetime PTSD (Blake et al. 1995).

Furthermore, the CAPS appears to have outstandipchpmetric properties. In their
review article of the CAPS, in which they re-eva@u&APS-related research of the first 10
years, Weathers et al. (2001) concluded that “g &=acellent reliability”. This concerned
internal consistency, test-retest reliability, amder-rater reliability. Furthermore, they
concluded that there is sufficient validity to ude CAPS for diagnosing PTSD and

measuring symptom severity. Content-validity waslgsshed by its direct association with
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the DSM-IV diagnostic criteria for PTSD. Additiohgl it was developed and revised by
experts in the field of traumatic stress and bgiclans and investigators who have used the
tool. Regarding the construct validity, Weatherale{2001) conclude that evidence indicates
that the CAPS has strong convergent and discrinhimalidity. Finally, they claimed that it
has a strong diagnostic usefulness and that gaasitive to clinical change” (Weathers et al.
2001).

3.3 Statistical analyses

3.3.1 Confirmatory factor analysis

To investigate the fit of the factor models on theuma population a confirmative
factor analysis (CFA) was performed with the sofeveackage AMOS (Arbuckle, 2006). For
a detailed description of CFA assumptions see Gri(h893), Kline (2005) and Pallant
(2007). This method was adjusted to the study dieibk et al. (2009).

3.3.2 Fit indices

To evaluate the fit of the factor models with tlaenple data, various fit indices can be
used. In the current study the selection of varibusdices was based on evaluations of
indices which were obtained from literature (Gars2®09; Hooper et al. 2008; Hox, 1999;
Marsh & Balla, 1994).

The chi-square valug?) is a long-established measure for evaluating igémeodel
fit (Hooper et. al. 2008). A significagf indicates a non-satisfactory model fit, which means
that the specified model's covariance structucksisimilar from the observed covariance
matrix. There is a good model fit if théis not significant (Garson, 2009). However, there
are a few limitations to its use, one of whichtgssensitivity to sample size (Garson, 2009;
Hooper et al. 2008; Marsh & Balla, 1994). Therefalgernative fit indices have been
developed. One of these is the relative chi-squse, called normal or normed chi-square
(x’/d.f). To make thg? less dependent on sample size, the chi-squareléik was divided by
degrees of freedom (Garson, 2009). In the curteidysay?/d.f. ratio > 2 represented an
inadequate fit (Garson, 2009; Tabacchnick & Fid&iQ7).

The Root-Mean-Square-Error of Approximation (RMSEARsS recommended by
Hooper et al. (2008) and Hox (1999) and was usedisnstudy, whereby a RMSEA less than
or equal to .08 represented an adequate fit (Gag09). The Comparative Fit Index (CFI)

was recommended by Hooper et al. (2008); valuealaquor greater than .90 indicate a good
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fit (Garson, 2009). The Tuckérewis index (TLI) was recommended by Hox (1999) and
Marsh & Balla (1994). TLI (=NNFI) values .95 indieaa good model fit (Garson, 2009).
Finally, the Akaike Information Criterion (AIC) wassed to compare well-fitting models.
Although the absolute value of AIC offers littlesight into model fit, it can be used as a
comparative index when examining competing modeltereby the smallest AIC value

indicates the best-fitting model (Garson, 2009).

3.3.3 Factor models

As described in the introduction, the current studsestigated several factor models:
the DSM-IV-TR model (2002); the King et al. mod&b08); the Simms et al. model (2002);
and the six-factor model (Ebberink et al. 2009)fiture 2 and 3 these models are outlined
graphically.

Estimation of matrices of the covariances among®SAotal sores was based on
Maximum Likelihood Estimation (Kline, 2005; Garsor2009). Covariances between

measurement errors were set to 0.

3.3.4 Multivariate Analysis of Variance

To investigate the influence of ‘trauma type’ oe symptom representation of PTSD
a multivariate analysis of variance (MANOVA) wagfoemed. In the current study the factor
scores of the best fitting model were compared behnseveral trauma groups. Table 2 shows
the trauma groups and their sample sizes. Threesca®re excluded from MANOVA

because trauma type was unknown.

Table 2.Trauma types and

Trauma group Smple size

Sexual assault, with or without violence 68

Violence 47
Accident 12
Other, including war experiences 31

The differences in the PTSD symptom presentatiomongmtrauma groups were
investigated by means of the factor scores. Symsoones were calculated by multiplying
the CAPS score with the corresponding factor logudifactor scores were calculated for each

participant by adding up the matching symptom sore
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4. Results

4.1 CFA

4.1.1 Assumptions

Data was normally distributed; all variables hadvekess and kurtosis values between
2 and -2. A missing value analysis was performedherseventeen symptom-variables. Each
variable consisted of two components: the frequdR¢yof the symptom and the intensity (1)
of the symptom. In three cases both componentsvafiable were not filled in and replaced
by 0. In seven cases only one component was misdime or more variables. For these
missing values the mean values were calculatednMakues were calculated for the missing
components on the basis of values of the same coemp@F or 1) that were filled out in other
cases having the same value for the related compoRer example, if the I-component was
missing for variable 16 where F was 3, all the pthecores’ belonging to variable 16, where
F was 3, were averaged. This averaged value wastitered for the missing I-component.

To accomplish multivariate normality a Box-Cox tsésrmation was executed using
Minitab 15.0 (Minitab Inc, 2007). Mahalanobis dista analysis showed that data still had

multivariate outliers (MAH>20.515 gi<.001) after transformation.
4.1.2 Outcomes
Results (see table 3) indicated that the proposeiif models did not demonstrate an

adequate fit on all measures.

Table 3.Goodness-of-fit indices for each confirmatory factmdel.

Fit indices
Model n p df vYd.f. RMSEA CFl  TLI AIC
161
DSM-IV-TR .000 116 236.491 2.039 .081 612 545 344.491
King et al. 1998 .000 113 191.253 1.693 .066 748 697 305.491
Simms et al. 2002 .001 113 164.173 1.453 .053 .835 .802 278.173
Six-factor model .000 113 178.252 1.577 .060 790 747 292.252

*jiteration limit was set to 2000
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All models had a significanf which indicated a non-satisfactory model fit. ThelC
values (all <.9) and TLI values (all<.95) also icated that all models have an inadequate fit.
Regarding the relative chi-squagé/d.f.) and the RMSEA only the DSM-IV-TR modef/d.f.>2
and RMSEA>.8) revealed an inadequate fit.

4.1.3 Comparison of proposed factor models

Comparison of the proposed factor models does ead ko an unambiguous ‘best
fitting model’. The DSM-IV-TR model had the worst, fsince all fit indices indicated a bad
fit. The other models were indicated as a ‘fittmgdel’ only by theled.f. and the RMSEA
values. Because the Simms model had the loyf&kt. (1.453) and the lowest RMSEA value
(.053), it fitted this sample best.

Moreover and more important, the AIC, which is uteéb compare between well-
fitting models, also indicated the Simms factor eldd\IC = 278.173) had a better fit.

Taken together, the hypothesis that the six-faotodel of Ebberink et al. (2009)
demonstrated a superior fit in a ‘heterogeneousnteaexposed population’ should be

rejected.

4.1.4 Factor loadings

Table 4 reveals the factor loadings of the PTSDpgms on the (first-order) factors
of each model. The factor loadings varied from Jewy (.00) to high (.84). Items with factor
loadings equal to or greater than .30 were consttley be a significant part of their latent
factor (Brace et al. 2006). Striking is that iter® ability to recall) loaded very low in each
model (except for the six-factor model, where thetandardized regression coefficient was
set to 1). Items B3 (flashbacks) and D2 (irritdaip)lialso had a low factor loading in each
model; around or below .30. Remarkably, the avaidatems C1 and C2 had a poor loading
in the DSM-IV-TR model and a moderate (C2) or hfgh) loading in the King model, the
Simms model and the six-factor model. It is notitedahat some items have a negative factor
loading: item C3 in the DSM-IV-TR model and thenite C4, C5, C6 and C7 in the King
model, which could mean that these items have ativegrelation to their associated factor.
However, the negative factor loadings may be duendgative correlations between the
original and the transformed variables.

The itemsD4 (hypervigilance) and D5 (exaggerated startle respprnad notably
higher factor loadings in the Simms model thanhi@a other models. Compared to the DSM
IV-TR model and the King model, D5 had a relativiigh factor loading in the six-factor
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model as well. Furthermore, although differencessanall, the items D1 (sleep disturbance)
and D3 (difficulty concentrating) had higher factoadings in the Simms model and the six-
factor model.

Table 4.Factor loadings of PTSD indicators on the first-erdactors.

Model

DSM-IV-TR  King et al. Simms etal. six-factor
DSM-IV-TR PTSD-symptoms 2002 1998 2002* 2009
B1. Intrusive thoughts of trauma 44 42 42 0 4
B2. Recurrent dreams of trauma .35 .34 .33 .32
B3. Flashbacks .32 .28 .28 .25
B4. Emotional reactivity to trauma cues 74 74 .75 71
B5. Physiological reactivity to trauma cues .53 56 . .56 .54
C1. Avoiding thoughts of trauma .29 .84 .73 5.7
C2. Avoiding reminders of trauma A2 .37 43 41 .
C3. Inability to recall aspects of trauma -.06 5.0 .00 1.06*
C4. Loss of interest .52 -.56 .58 .60
C5. Detachment .58 -.60 .59 .61
C6. Restricted affect 51 -.57 .55 .56
C7. Sense of foreshortened future 42 -41 41 42
D1. Sleep disturbance 44 41 45 46
D2. Irritability .29 31 27 1.00
D3. Difficulty concentrating 43 41 46 A7
D4. Hypervigilance 31 37 .68 37
D5. Exaggerated startle response .06 A2 .46 1 3

*jiteration limit was set to 2000.

**unstandardized regression weights were set to 1.

Table 5 displays the factor loadings of the fosder factors on the second-order factor
loadings in the six-factor model. It is noticeatiiat re-experiencing and numbing had factor
loadings larger than one in magnitude, which hadiatevith the inter correlations between the
factors. If factors are correlated (oblique), thetdr loadings are regression coefficients and
not correlations (Jéreskog, 1999).

Remarkably, hostility had a poor loading on dyspghoMoreover, avoidance loaded

moderately on the PTSD specific factor. Except @8 (for which the unstandardized
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regression weight was set to 1), the other fadbaik a high (anhedonia) or very high (re-

experiencing and numbing) factor loading.

Table 5.factor loadings on second-order factors of the tedssix factor model.

Factor PTSD specific Dysphoria  PTSD a specific
Re-experiencing 1.25

Avoidance .58

Hostility 27

Numbing 1.09

Anhedonia .84

C3. Inability to recall trauma 1.06

*unstandardized regression weight was set to 1.

4.2 MANOVA

4.2.1 Assumptions

A one-way between-groups multivariate analysis afiance was performed to
investigate differences in the PTSD symptom predemt among trauma groups. The
independent variable was trauma type. The depemaeiatbles consisted of the factors of the
Simms model: re-experiencing, avoidance, dysphand arousal. Preliminary assumption
testing was conducted to account for normalityedirty, univariate outliers, and homogeneity
of variance-covariance matrices. There were n@sgswiolations. The assumption of equality

of variance was violated for the dependent variableidance’, F (3, 154) = 3.3567.020.

4.2.2 Outcomes

There was no statistically significant differencencang trauma groups on the
combined dependent variables re-experiencing, ance, dysphoria and arousal, F (12, 400)
=1.258,p=.241; Wilks’ Lambda=.907 partial eta squared=.032
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5. Discussion

5.1 Does the PTSD six-factor model fit the data aofheterogeneous trauma-exposed

population?
In order to test its validity, a CFA of the nestag-factor model in a civilian trauma

sample was performed and compared to the existicipf models of the DSM IV-TR, King
et al. (1998) and Simms et al. (2002). Variousniices indicated that the six-factor model
fitted data, but that the Simms model had an olbedt fit. The DSM IV-TR model did not
fit data. Furthermore, the factor loadings of thESP symptoms on the (first-order) factors
showed some peculiar results. Striking was thatdility to recall’ (C3) loaded very low, and
‘flashbacks’ (B3) and ‘irritability’ (D2) loaded i@, in each model. Second, compared to the
DSM-IV-TR model the items ‘avoiding thoughts ofuraa’ (C1) and ‘avoiding reminders of
trauma’ (C2) loaded remarkably better in the Kingdal, the Simms model and the six-factor
model. Third, ‘hypervigilance’ (D4) and ‘exaggermtstartle response’ (D5) had notably
higher factor loadings in the Simms model tharhendther models.

The findings are not consistent with the study bbé&rink et al. (2009), and do not
support the assumption that the six factor modelsha better fit than the other models on a
‘heterogeneous trauma-exposed population’. Consdlguethe assumption that PTSD is
composed of specific symptomatology, consistingreexperiencing and avoidance, and
dysphoria symptoms, with anhedonia, numbing andillipsas solid factors, and an ‘a
specific symptom’ should be rejected as well.

Moreover, the dysphoria component of the six-factmdel included heterogeneous
symptom clusters with the symptoms of hostilitymting and anhedonia as separate factors.
Regarding their (second order) factor loading, dohé and numbing are part of dysphoria,
and hostility is not. This finding is not considtewith the study of Ebberink et al. (2009) in
which hostility represented a solid factor. Howevers they noted themselves, the
“identification of a hostility factor may represeatmilitary idiosyncrasy”. As a consequence
of the homogeneous population (deployed veterduashostility symptoms, which are typical
among deployed veterans (Orth et al., 2006), mayvkeerated.

On the contrary, the findings are concordant whih broad acknowledgement that the
PTSD symptomatology of re-experiencing is typiaal PTSD (Horowitz, 1997; King et al.,
1998; Simms et al., 2002; Brewin, 2003; Ford et 2009), and that it represents a solid
factor. In accordance with the assumption of Kihgle(1998) and Simms et al. (2002) about

the avoidance factor, the current study confirmbed fact that the avoidance factor is
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composed of ‘avoiding thoughts of trauma’ (C1) aabiding reminders of trauma’ (C2).

The other avoidance items, C3-C7 (‘inability toakaspects of trauma’, ‘loss of interest’,
‘detachment’, ‘restricted affect’, ‘sense of foresiened future’) should be assigned to
another factor.

The Simms model and King model differ with respecthe structure of the emotional
numbing and the hyperarousal items. The presedinfys support the structure of the Simms
model, which considers the dysphoria symptoms asntin-specific component of PTSD,
which is shared with other anxiety and mood diswdeMoreover, avoidance and
hyperarousal reflect ‘mid-level constructs’ comntormany anxiety disorders (Simms et al.,
2002).

It should be noted however, that the current stuslgd symptom scores that were
rated to the most traumatic event. As noted ingragzh 2.5, it turns out that symptom rating
with reference to a specific traumatic event isfamour of the Simms model, whereas
symptom rating without reference to a specific tnatic event, or to non traumatic life
stressors, is in favour of the King model. Consegjyethe current findings, which favour the
Simms model, could have been influenced by thesassent method that was used (CAPS).

The current study endorses a hyperarousal facttr thie prototypical symptoms
‘hypervigilance’ (D4) and ‘exaggerated startle @msge’ (D5), as was defined by Simms et al.
(2002). Furthermore, ‘inability to recall’ (C3) doaot seem to belong to any of the factors of
the Simms model or the King model. Due to constsain the model design it was not
possible to assess the factor loading of ‘inabiityrecall’ (C3) as an ‘a specific symptom’,

but is seems justified to compose it as a sepéaater.

5.2 What is the influence of trauma type on the symm presentation of PTSD?

Regarding the second research question, no relétvween trauma type and the
factor score of PTSD was found. Therefore, the rapsions that the dysphoria factor scores
differ per PTSD subtype, as a consequence of traypega was rejected. The findings suggest
that there are many reactions to extreme trauntahbtithe Simms model includes a core set
of symptoms that applies for all trauma types. Havethe findings are inconsistent with
studies of Kirz et al. (2001), Kelley et al. (200&)d Shercliffe et al. (2009), who found
differences in symptom scores between trauma types.

Idiosyncratic responses result from many factsugh as one’s disposition regarding
personality structure, habitual defences, cognitind coping style, behavioural patterns, and

the relationship of these with his or her familydasociety (Horowitz, 1997). Other factors
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include cultural beliefs, duration of the symptompegsence and degree of childhood trauma
and so on (Brewin, 2003). The current study did difterentiate on these factors, and
therefore one is limited to draw conclusions wigsgect to the relation between trauma type
and symptom presentation. Possibly, the homogengausha reactions could be ascribed to
one or more other factors. In addition, the redeg@apulation was comprised of clients that
were clinically diagnosed with PTSD and whom soug#p from a mental healthcare centre.
This implies that all participants suffered serigusnd probably from many symptoms. In
that respect, it was already a homogeneous popnlaind therefore it is not obvious there is
not much differentiation in symptom severity. Pbssidifferentiation between trauma types
could be made on a more detailed level of symptétasexample, regarding avoidance, one
trauma type may involve avoidance of places, whilother trauma type may involve

avoidance of the perpetrator.

5.3 Limitations

For a factor model with multiple factors, at le&stindicators are advised (Kline,
2005). One limitation of the six-factor model isetinclusion of two ‘one item factors’,
because these factors often are not identified imo# (Arbuckle, 2006). Consequently, the
model could only be analysed with additional caasts, which has limited the obtained
information. That is, no factor loadings of ‘inatyilto recall’ (C3) and ‘irritability’ (D2) were
acquired because their unstandardized regressightsaevere set to 1.

Apart from this, the current study had two addisibhmitations. First, the data had
multivariate outliers, also after Box-Cox transfaton. Lack of multivariate normality
involves two risks. It inflates the chi-square istat, and other fit indices, such that a model is
biased toward a Type | error (rejecting it, whiteshould not be rejected). Violation of
multivariate normality also tends to assess re@egsaths and factor/error covariances to be
statistically significant more often than they slibbe. However, many if not most SEM
studies in the literature fail to concern themseglweth this assumption in spite of its
importance (Garson, 2009). Second, some itemfi@MSM-IV-TR model and the King
model had negative factor loadings, which make thand to interpret. This limitation is an
indirect consequence of the lack of multivariatenmality, because they may ‘have changed
direction’ as a result of the Box Cox transformat{#initab Inc, 2007).

Another (methodological) limitation of the currestudy (regarding the second
research question) was the constraints that hadetset in Amos (Arbuckle, 2006). As

mentioned above, this could result in unreliablgression paths and factor/error covariances,
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thus unreliable factor loadings. Since these fatbadings were used to calculate factor

scores for Manova, the outcome may be unreliableedls

5.4 Strengths
Despite the aforementioned limitations, some stiegan be acknowledged in the

current study as well. First, the usage of CAPXimgnose clients with PTSD was an
important strength, because it demonstrates oulistgupsychometric properties (Blake et al.,
1995; Weathers et al., 2001). Furthermore, it l@nhused successfully in many studies with
different trauma populations (Blake et al., 19956he should be careful in comparing these
findings with results from studies with other measu A number of studies illustrate that
PTSD self-report measures may yield a somewhagrédift PTSD structure than information
obtained from interview measures (e.g. Shevlin let 2009). Moreover, not all PTSD
measures have items parallel to the DSM-IV symptamgarding content and number of
items. As a consequence, factors could have diffemeanings. For example, King et al.
(2009) state that numbing in thaepact of Event Scale-Revis@#S-R) does not have exactly
the same meaning as that of the DSM-IV, becausdoiés not overtly assess feelings of
detachment from others, isolation, or other faoéiatimacy or relationship quality” (p. 183).

Another strength of the current study is thatlatberates on factor analytical studies
that assess the most optimal factor structure. ifiqaly, several existing models were
replicated, but additionally, this study for thesfitime tested the validity of the nested six-
factor model. Furthermore, in contrast with mositda analytic studies, the current study
investigated whether factor scores differed peuntra type, since differences among PTSD
factor models have partially been explained byedéhces in trauma populations (e.g. Naifeh
et al., 2008).

5.5 Conclusion and future research

In summary and in closing, the current study ingisahat the Simms model has the
best factor structure among the DSM-IV-TR modeg, iting model and the six factor model.
Furthermore, it proved that the PTSD symptomatolofyre-experiencing is typical for
PTSD, and that avoidance could be defined bestabgiding thoughts of trauma’ (C1) and
‘avoiding reminders of trauma’ (C2). The dysphosiamptoms could be considered as the
non-specific component of PTSD. The present finslisigpport the weighty body of literature
that challenges the current DSM-IV-TR PTSD factoudure and support the view that the

PTSD factor structure involves four clusters of pyoms as opposed to three
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Additionally, the proposed diagnostic criteria imetfifth version of the American
Psychiatric Association's diagnostic manual, cgoes to the Simms model, that is, it also
adds a fourth cluster. More specifically, criteriGn(avoidance and numbing) has been split
into C and D. Criterion C (new version) now solelymprises avoidance of behaviors or
physical or temporal reminders of the traumaticezignce(s) (C1-C2). Moreover, criterion
D focuses on negative alterations in cognition amolod associated with the traumatic
event(s), which are dysphoric symptoms as in than& model. However, these do not
include the ‘hostility’, ‘sleep disturbance’, andifficulty concentrating’ as in the Simms
model. The cluster contains two new symptoms (D8®), @he expanded symptom (D6), and
four largely unchanged symptoms (D1, D2, D5, D73csiged in the DSM-IV-TR (2002).
Criterion E (formerly D) focuses on increased aabusnd reactivity, and contains one
modestly changed (E6), one entirely new (E2), and inchanged symptoms. For a more
detailed description of the proposed diagnosti®ia changes see Appendix.

The current study raises some questions for furtbsearch, to elaborate on these
issues. Firstthe present findings demonstrated a relatively daotor loading of ‘trauma
specific amnesia’, in agreement with other studeeg. King et al., 1998; Ebberink et al.,
2009). Prior to the release of the DSM-V, moreiglaabout whether or not this symptom
belongs to the factor arousal, or even to PTSDulshbe required. Secondly, in contrast to
the study of Ebberink et al., (2009) hostility waat identified as a distinct factor. Future
research may investigate whether this symptom ieerypical for specific trauma types than
for others. Thirdly, since anhedonia loaded highhydysphoria (in the six-factor model) in
the current study, it might be worthwhile to testadternative nested four-factor model, with
numbing and anhedonia as separate factors witlsplayia.

Regarding the influence of trauma type, future aede could investigate whether
differentiation could be made on a more detailecellelt is important to understand the
relation between trauma type and the symptom ptasen of PTSD because it might give
suggestions for different therapeutic approachess€quently, trauma type may be a key

variable in understanding the patient (Kirz et 2001).
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Appendix. Proposed revision of the Posttraumatic $&€ss Disorder * in DSM-V (APA,
2010)

A. The person was exposed to the following eventisath or threatened death, actual or
threatened serious injury, or actual or threateseadial violation, in one or more of the
following ways:**

1. Experiencing the event(s) him/herself

2. Witnessing, in person, the event(s) as they ocduo®thers

3. Learning that the event(s) occurred to a closdivelar close friend; in such cases,
the actual or threatened death must have beemvioteaccidental

4. Experiencing repeated or extreme exposure to awedstails of the event(s) (e.g.,
first responders collecting body parts; policeadfs repeatedly exposed to details of
child abuse); this does not apply to exposure tjinalectronic media, television,
movies, or pictures, unless this exposure is welkted.

B. Intrusion symptoms that are associated withtridn@matic event(s) (that began after the
traumatic event(s)), as evidenced by 1 or moré@fdllowing:

1. Spontaneous or cued recurrent, involuntary, amdsivte distressing memories of the
traumatic event(sNote: In children, repetitive play may occur in which s or
aspects of the traumatic event(s) are expressed.

2. Recurrent distressing dreams in which the contedtoa affect of the dream is related
to the event(sNote: In children, there may be frightening dreams withou
recognizable content**

3. Dissociative reactions (e.g., flashbacks) in whiahindividual feels or acts as if the
traumatic event(s) were recurring (Such reactioag otcur on a continuum, with the
most extreme expression being a complete loss afeavess of present surroundings.)
Note: In children, trauma-specific reenactment may oacynlay.

4. Intense or prolonged psychological distress at sxpoto internal or external cues
that symbolize or resemble an aspect of the tragraaént(s)

5. Marked physiological reactions to reminders oftiia@matic event(s).

C. Persistent avoidance of stimuli associated thightraumatic event(s) (that began after the
traumatic event(s)), as evidenced by efforts tacatcor more of the following:

1. Avoids internal reminders (thoughts, feelings, bygical sensations) that arouse
recollections of the traumatic event(s)

2. Avoids external reminders (people, places, convienss, activities, objects situations)
that arouse recollections of the traumatic event.

D. Negative alterations in cognitions and mood #ratassociated with the traumatic
event(s) (that began or worsened after the tragneagnt(s)), as evidenced by 3 or more of
the following:Note: In children, as evidenced by 2 or more of théfeing:****

1. Inability to remember an important aspect of tlaeitnatic event(s) (typically
dissociative amnesia; not due to head injury, atatr drugs).

2. Persistent and exaggerated negative expectatiang abe’s self, others, or the world
(e.qg., “I am bad,” “no one can be trusted,” “I'vast my soul forever,” “my whole
nervous system is permanently ruined,” "the wgldompletely dangerous”).
Persistent distorted blame of self or others abimeitause or consequences of the
traumatic event(s)

Pervasive negative emotional state -- for exanfpbe;, horror, anger, guilt, or shame
Markedly diminished interest or participation igrificant activities.

Feeling of detachment or estrangement from others.

Persistent inability to experience positive emati¢gg., unable to have loving
feelings, psychic numbing).

w
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E. Alterations in arousal and reactivity that aseaxiated with the traumatic event(s) (that
began or worsened after the traumatic event(spyiaenced by 3 or more of the following:
Note: In children, as evidenced by 2 or more of théfeing:****

Irritable or aggressive behavior

Reckless or self-destructive behavior

Hypervigilance

Exaggerated startle response

Problems with concentration

Sleep disturbance -- for example, difficulty fafjior staying asleep, or restless sleep.
F. Duratlon of the disturbance (symptoms in Créd3j C, D and E) is more than one month.
G. The disturbance causes clinically significastriss or impairment in social, occupational,
or other important areas of functioning.

H. The disturbance is not due to the direct phggialal effects of a substance (e.g.,
medication or alcohol) or a general medical condifie.g., traumatic brain injury, coma).

QA WNE

Specify if:
With Delayed Onseif diagnostic threshold is not exceeded until Githe or more after
the event(s) (although onset of some symptoms roeyrsooner than this).

* Developmental manifestions of PTSD are still bginleveloped. The term ‘developmental
manifestation’ in DSM-V refers to age-specific exgssions of one or another criteria that is
used to make a diagnosis across age groups.

** For children, inclusion of loss of a parent or ther attachment figure is being
considered.

*** An alternative is to retain the DSM-1V criteri.

**** The optimal number of required symptoms for kb adults and children will be further
examined with empirical data.
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