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Posttraumatski stresni poremecaj je produljena/odgodena reakcija na prozivljeni traumatski dogadaj, koja se
ocituje psiholoskim posljedicama poput izbjegavanja podsjetnika na traumu, ponovnog prozivljavanja traumatskog
dogadaja te pojacane pobudljivosti organizma. Desetljeca istraZivanja ovog poremecaja rezultirala su prosirivanjem
spoznaja identifikacijom razlicitih faktora rizika, zastitnih faktora te odrednica i korelata akutnog i kroni¢nog tijeka.
Cilj ovog rada pruziti je sto obuhvatniji pregled suvremenih spoznaja bioloskih, psiholoskih i socijalnih faktora
rizika i korelata poremecaja kao i odrednica njegovog akutnog i kroni¢nog tijeka. Nalazi istraZivanja ovog podru¢ja
doticu podru¢ja bioloskih, psiholoskih te socijalnih faktora u podlozi razvoja ovog poremecaja te ukazuju na
potrebu za integrativnim pristupom razumijevanju njegova nastanka. Spoznaje nedovoljno istrazenoga, no veoma
relevantnoga podrucja socioekonomskih faktora rizika, takoder su prikazane. Zaklju¢ci mnogih istrazivanja ovog
podrugja, posebice njegovog kroni¢nog tijeka, odnose se na zapreke u smislu poteskoca razlucivanja ¢imbenika
koji su premorbidni faktori od onih koji su posljedica samog tijeka poremecaja.

| Posttraumatic stress disorder (PTSD) presents a prolonged/delayed reaction to a traumatized event that manifests itself
in psychological consequences such as avoiding traumatic reminders, re-experiencing a traumatic event, and intensifying
body arousal. Decades of research of this disorder resulted in the expansion of knowledge through the identification of
various risk and protective factors, and the determinants and correlates of its acute and chronic course. The aim of this
paper is to provide a more comprehensive overview of the current discoveries of biological, psychological, and social
factors of risk and correlates of the disorder as well as the determinants of its acute and chronic course. Research findings
in this area address the areas of biological, psychological, and social factors underlying the development of this disorder
and suggest the need for an integrative approach to understanding its origin. The findings from the understudied, but
highly-relevant field of socio-economic risk factors are also presented. The conclusions of a lot of research in this area,
particularly its chronic course, are related to obstacles in terms of the difficulty of distinguishing factors that represent
premorbid factors than those resulting from the course of the disturbance itself.
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UvoD

PTSP i definicija traumatskoga
iskustva

Posttraumatski stresni poremecaj je stanje koje
predstavlja neposrednu ili odgodenu/produlje-
nu reakciju na prozivljeni traumatski dogadaj
koja se manifestira psiholoskim posljedicama
poput izbjegavanja podsjetnika na traumu, po-
novnog prozivljavanja traumatskog dogadaja
(npr. uznemirujuéi snovi) te pojacane auto-
nomne pobudenosti organizma. U opcoj po-
pulaciji prevalencija ovog poremecaja krece se
od 1 % do 14 %, ovisno o metodi prikupljanja
podataka i uzorku, no i vazeéim dijagnosti¢kim
kriterijima. Dijagnosti¢ki kriteriji kao i defini-
cija samoga traumatskog dogadaja u kontekstu
ovoga poremecaja, radi viSestrukih implikaci-
ja, nerijetko su tematika znanstvenih debata o

Cemu (e biti vise receno u sljedec¢em poglavlju.

U znanstvenom smislu ovaj se poremecaj spo-
minje ve¢ od 19. stoljeca kada ga u svojoj opsir-
noj studiji Gradanskog rata objavljenoj 1871.
Jacob Mendez DaCosta spominje pod termi-
nom vojnicko srce (1). DaCosta je, naime, poku-
$ao dokuditi koji su to ¢imbenici koji dovode
do tako zamjetnih promjena u ratnih vetera-
na kao rezultat bivanja u situaciji intenzivnog
stresora odnosno traume. Traumatske situacije

koje mogu inducirati ovaj poremecaj gotovo su
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INTRODUCTION

PTSD and the traumatic
experience definition

Posttraumatic stress disorder PTSD is a con-
dition that presents an immediate or delayed/
prolonged reaction to a traumatic event, man-
ifested in psychological consequences such as
avoiding traumatic reminders, re-experiencing
traumatic events (e.g. disturbing dreams), and
increased autonomic reactivity of the body. In
the general population, the prevalence of this
disorder ranges from 1 to 14%, depending on
the method of participant sampling and data
collection, but also valid diagnostic criteria. Di-
agnostic criteria as well as the definition of the
traumatic event itself in the context of this dis-
order, for multiple implications, are often sub-
ject to scientific debates, which will be further
discussed in the following chapter. In scientific
terms, PTSD has been mentioned since the 19
century. In his extensive study of the Civil War
published in 1871, Jacob Mendez DaCosta de-
scribes this condition under the terms of the
soldier’s heart (1). DaCosta was interested in the
factors that lead to such noticeable changes in
war veterans as a result of experiencing intense
stress or a traumatic situation. Traumatic situ-
ations that usually induce this disorder almost

always represent some form of life-threatening
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uvijek neki oblik Zivotne ugroZenosti ili prijet-
nje sigurnosti traumatizirane osobe pri ¢emu
je nerijetko vazan i dozivljaj bespomoénosti
ili nedostatka kontrole. Situaciju traume ¢esto
predstavljaju ratna zbivanja, zato¢eni$tvo, lo-
gori, silovanje, prirodne katastrofe te promet-
ne nesrece. Nerijetko se radi o situacijama koje
su izvan uobiajenog iskustva osobe, odnosno
koje bi bile veéinu ljudi trauma, stoga ne ¢udi
kako se ovaj poremecaj ¢esto naziva ,normal-

nom reakcijom na abnormalne dogadaje®.

Sama definicija traume predmetom je znan-
stvenih debata. To¢nije, nerijetko se postavlja
pitanje kriterija kojim neki dogadaj zadovoljava
kvalitetu traumatskoga. U okviru nove inacice
Medunarodne klasifikacije bolesti (MKB-11)
trauma je definirana kao ekstremno prijete(i ili
uzasavajuci dogadaj ili serija dogadaja (2). S dru-
ge strane, DSM-5 nudi temeljitiju definiciju u
kojoj je osoba izlozena smrti, prijetnjom smrti,
ozljedi ili prijetnjom ozlijedi te prijetnjom ili stvar-
nom seksualnom nasilju putem izravne izloZenosti,
osobnim svjedocenjem te indirektno putem bliske
osobe koja je bila izloZena traumi. Prepoznata je
i ponavljana ili intenzivna izloZenost traumat-
skim detaljima u okviru profesionalne duznosti

kao okida¢ posttraumatske reakcije (3).

U novije vrijeme, nova kategorija potencijal-
nih traumatskih dogadaja za PTSP sve se vise
istrazuje, a odnosi se na zdravstvena stanja po-
put poroda te dijagnoza Zivotno ugrozavajucih
bolesti poput karcinoma ili kardiovaskularnih
bolesti (npr. infarkt). Prema Modelu dugorocne
somatske ugroze D. Edmonsona (Enduring Soma-
tic Threat model) nakon neugodnih iskustava u
okviru zdravstvenih smetnji potencijalno se ra-
zvija specifi¢ni oblik PTSP-a koji je orijentiran
na zbivanja u buduc¢nosti, posebice u kognitivnoj
domeni. Prema ovome modelu, trauma je tjele-
snog podrijetla, nerijetko je kroni¢noga tijeka,
dok su intruzivne misli povezane sa zbivanjima
u buduénosti (npr. povratak maligne bolesti) te
visoko kognitivne u svojoj kvaliteti (4). Iako se

podatci u okviru ovog podrugja tek prikupljaju,

situation or a threat to the safety of an indi-
vidual, with an emphasis on the experience of
helplessness or lack of control. These events
usually refer to war events, detention, war
camps, sexual violence, natural disasters, and
traffic accidents. Such experiences often repre-
sent events that are beyond the usual experi-
ence of a person, or that would be traumatic
for most people, so it’s no surprise that this
disorder is often termed as a “normal reaction
to abnormal events”. However, the definition
of trauma itself is often a subject of scientific
debates. More specifically, the question of es-
tablishing the criteria by which an event satis-
fies the quality of a trauma is often discussed
by researchers. Within the new version of the
International Classification of Diseases (MKB-
11), a traumatic event is defined as an extreme
threatening or horrifying event or series of events
(2). On the other hand, DSM 5 provides a more
elaborate definition of a traumatic event in a
way that a person is exposed to death, threatened
death, actual or threatened serious injury, or actu-
al or threatened sexual violence by direct exposure,
witnessing in person or indirectly through a close
traumatized person. Repetitive or intense expo-
sure to traumatic details within professional
duty as a trigger of a post-traumatic reaction

(3) is also recognized.

More recently, a new category of potential
traumatic events for PTSD that refer to health
conditions such as birth or diagnoses of poten-
tially life-threatening diseases such as cancer
or cardiovascular disease (e.g. cardiac arrest)
are increasingly investigated. According to the
Enduring Somatic Threat model by D. Edmonds, a
specific form of PTSD oriented towards future
events, especially in the cognitive domain, po-
tentially develops after unpleasant experiences
within health disturbances. According to this
model, trauma is of bodily origin, it is often
chronic, while intrusive thoughts are related
to future events (e.g. the return of a malignant
disease) and highly cognitive in their quality
(4). Although the data regarding this area is
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istraZivanja posljednjega desetljeca potvrduju
smjer ovih pretpostavki posebice u podrudju
kardiovaskularnih bolesti (5,6), malignih bole-
sti (7,8) te poroda, kao i njegove vrste (9-11).
1z svega navedenoga namece se zaklju¢ak kako
nove kategorije kao i podvrste ovoga poremeca-
ja ¢ekaju svoju temeljitiju znanstvenu potvrdu
te ih mozemo ocekivati u okviru nekih buduéih
inadica dijagnostickih klasifikacija bolesti. Upra-
vo su kriteriji novoobjavljenih dijagnosti¢kih
kategorizacija DSM-5 i MKB-11 te njihova pro-
blematika za utvrdivanje $to sa¢injava i uzrokuje

ovaj poremecaj predmetom sljedecega poglavlja.

PTSP i problematika
dijagnostickih kriterija

Opis same klinicke slike ovoga poremecaja ovisi
uvelike i o aktualnim dijagnosti¢kim klasifika-
cijama koje se tijekom godina uskladuju s nala-
zima suvremenih istraZivanja. Tako je u novoj
inadici ameri¢cke DSM Kklasifikacije (DSM-5) iz
2013. godine PTSP iz kategorije anksioznih
premjesten u novu kategoriju Poremecaja ve-
zanih uz traumu i stresore. Nadalje, iznenadan
gubitak bliske osobe zbog prirodne smrti vise
se ne smatra jednim od traumatskih ¢imbenika
nastanka ovoga poremecaja kao ni nuzan do-
Zivljaj emocija straha, bespomo¢nosti ili strave.
Nova klasifikacija donosi i dvije zasebne sku-
pine simptoma koje se odnose na izbjegavajuce
ponasanje te negativne promjene u misljenju i ras-
polozenju. Naposlijetku, uklju¢ena su i tri nova
simptoma koja se javljaju nakon traume u raz-
matranju dijagnoze PTSP-a. Spomenuti se od-
nose na pretjerano negativne misli i pretpostavke
o sebi i svijetu kao i negativan afekt te nesmotreno
ili destruktivno ponasanje. Sto se samoga tijeka
poremecaja ti¢e DSM-5 ne ¢ini vide razliku iz-
medu kroni¢noga te akutnoga tijeka PTSP-a, no
zahtijeva da smetnje traju duZe od mjesec dana

za postavljanje dijagnoze (3).

Iako prema novoj DSM kategorizaciji akutni

i kroni¢ni tijek ovoga poremecaja vise ne po-

still being collected, findings of recent research
confirm the direction of these assumptions,
particularly in the field of cardiovascular dis-
ease (5,6), malignant diseases (7,8), and differ-
ent kinds of birth (9-11). Therefore, it can be
concluded that new categories and subtypes of
this disorder are waiting for their more thor-
ough scientific confirmation and we can expect
for them to appear within some future versions

of the diagnostic classifications of this disease.

The next chapter deals with the aforemen-
tioned issues arising from the new DSM 5 and
ICD-11 PTSD diagnostic criteria.

PTSD and the diagnostic criteria
issues

The clinical description of PTSD is largely
dependent on current diagnostic classifica-
tions that are aligned with the findings of re-
cent research. Thus, in the new version of the
American DSM Classification (DSM 5), PTSD
is removed from the category of Anxiety Dis-
orders and has been placed to a new category
of Trauma and Stress Disorders. Furthermore,
the sudden loss of a close relative due to natu-
ral death is no longer considered to be one of
the traumatic factors of the emergence of this
disorder, nor is the experience of the emotion
of fear, helplessness, or horror a necessary
factor for diagnosing this disorder. The new
classification also brings two separate groups
of symptoms related to avoidance behaviour
and negative alterations in cognitions and
mood. Finally, there are three new symptoms
that must occur after trauma for considering
the diagnosis of PTSD. The above mentioned
are related to excessively negative thoughts
and assumptions about oneself and the world,
negative affect, and reckless or destructive be-
haviour. As far as the course of the disorder
itself is concerned, DSM-V does not differen-
tiate between the chronic and acute course of

PTSD but requires that the disturbances last
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stoje, klini¢ko iskustvo te mnoga istraZivanja
ovoga podrudja ukazuju kako se ovaj poremecaj
moze oditovati raznoliko (duljinom i klini¢ckom
slikom) u razli¢itih pojedinaca. Isto potkreplju-
je izanimljiva ¢injenica kako nova kategorizaci-
ja unutar DSM-5 omoguéava 636 120 razli¢itih
kombinacija u simptoma PTSP-a u okviru ko-
jih je mogucde postaviti dijagnozu istoga, dok je
prethodna (DSM-IV-TR) omogucavala 79 794
kombinacije (12). Stoga je mogude postaviti i
hipotetsko pitanje koli¢ine razli¢itih kombina-
cija produljenoga tijeka ovoga poremecaja koje
se mogu pojaviti u razli¢itih pojedinaca. Istrazi-
vanja tijeka PTSP-a pokazuju kako stope spon-
tanih oporavaka u prvoj godini nakon traume
iznose oko 50 % (13,14) te da oko jedna tredci-
na pacijenata ima PTSP s odgodenim pocetkom
(15-17). Dok su ove studije poboljsale nase ra-
zumijevanje rizika i tijeka PTSP-a, dugoro¢ni
tijek kroni¢nog PTSP-a ipak ostaje nejasnijim,
jer je vedina ovih istrazivanja usmjerena istra-

Zivanju prve godine nakon traume.

Nadalje, definicija ovog poremecaja dodatno
se komplicira objavom nove inacice Medu-
narodne klasifikacije bolesti (MKB-11) (2).
Svrha nove inacice bila je ostvarivanje razliko-
vanja izmedu normalnih reakcija na stresore
i PTSP-a, kao i pojednostavljenje utvrdivanja
dijagnoze. Kriteriji su stoga izdvojeni u svega
tri kategorije iz kojih je potrebno zadovoljiti
po dva simptoma. Kategorije se odnose na (1)
ponovno prozZivljavanje traumatskog dogadaja,
(2) izbjegavanje podsjetnika na traumu, te (3)
intenzivni dozivljaj postojece prijetnje. Simp-
tomi moraju trajati mjesec dana ili duZe te je
potrebno naru$eno funkcioniranje u barem
jednom podrudju zivota pojedinca. No, tolerira
se i odgodena reakcija na traumatski dogadaj
na viSe od 6 mjeseci nakon samog iskustva.
Nadalje, MKB-11 razlikuje takoder i kategori-
ju kompleksnog PTSP-a koji je definiran kao
reakcija pojedinca nakon izlozenosti visestrukim
traumatskim dogadajima ili onima produljenoga

trajanja iz kojih je izlazak nemogué ili izrazito

longer than one month (3). Although accord-
ing to the new DSM-V categorization the acute
and chronic course of this disorder no longer
exist, clinical experience and a lot of research
in this area indicate that this disorder can be
manifested in a variety of forms in different in-
dividuals. The latter is further confirmed by the
fact that the new categorization within DSM-V
allows for 636,120 different combinations of
PTSD symptoms within which it is possible
to diagnose it, while the previous (DSM-IV-tr)
enabled for 79,794 combinations (12). There-
fore, a hypothetical question of the quantity of
different combinations of the prolonged course
of this disorder that may occur in different in-
dividuals also arises. PTSD studies show that
spontaneous recovery rates in the first year af-
ter trauma account for about 50% (13,14), and
about one third of patients have a delayed on-
set of PTSD (15-17). While these studies have
improved our understanding of the risk factors
and the course of PTSD, the long-term course
of chronic PTSD remains unclear, as most of
these studies focus on the first year following
trauma. Furthermore, the definition of this
disorder is further complicated by the publi-
cation of the new version of the Internation-
al Classification of Diseases (ICD-11) (2). The
purpose of the new diagnostic criteria concern-
ing PTSD was to make a distinction between
normal stress responses and PTSD as well as
to simplify diagnosing the disorder. Criteria are
therefore separated into only three categories
from which two symptoms should be met. The
categories are related to (1) re-experiencing a
traumatic event, (2) avoidance of traumatic
reminders, and (3) an intense experience of
an existing threat. Symptoms must last for a
month or longer and require the presence of
impaired functioning in at least one area of an
individual’s life. However, a delayed reaction to
a traumatic event for more than 6 months after
the experience itself is tolerated. Furthermore,
ICD-11 distinguishes between the category of
complex PTSD that is defined as an individual’s
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tezak (2). Osim zadovoljenja po dva simpto-
ma iz prethodne tri kategodije, ova dijagnoza
obuhvaca jos tri koje se odnose na teskoce sa-
moorganizacije. Navedeni se odnose na teskoce
regulacije raspolozenja; negativno samopoimanje

te naruseno interpersonalno funkcioniranje.

Moze se reci kako je glavna tema MKB-11 krite-
rija u okviru dijagnostike PTSP-a prepoznava-
nje dijagnoza od istaknutog klini¢kog znacenja.
Prijedlozi novih dijagnostickih kriterija naisli
su na brojne reakcije znanstvene zajednice.
Istrazivaci ovog podrudja upozoravaju kako ce
ti prijedlozi potencijalno $tetiti pojedincima s
laksim i umjerenim oblicima ovoga poremecaja
kojima ¢e potencijalna pomo¢, radi izostanka
zadovoljenja kriterija, mozda biti uskraéena.
IstraZivanje Wiscoa i suradnika potvrdilo je
kako predlozeni PTSP kriteriji u okviru MKB-
11 identificiraju zna¢ajno manje pojedinaca s
ovom dijagnozom od DSM-5 i1V, posebice pro-
tokom vremena (18). Istovremeno, novi krite-
riji MKB-11 nisu doveli u ovome istrazivanju
do smanjenja komorbidnih dijagnoza, $to je bio
jedan od ciljeva nove ina¢ice MKB-11. Stoga je
preporuka istrazivaca klini¢arima uzeti u obzir
¢jelokupno stanje pojedinca, mimo strogoga
razvrstavanja smetnji u predloZene dijagno-
sticke kategorije (19). Potonje je veoma vazno
uzeti u obzir radi potencijalne zdravstvene po-
modi ili naknade za koju bi pojedinci mogli biti

uskradeni.

PTSP te problematika trazenja
naknade i parni¢enja

U razmatranju razli¢itih faktora koji doprinose
odrzavanju PTSP-a upravo se jo§ nedovoljno
istrazen proces parnicenja i trazenja naknade
¢ini osobito vaznim. Stoga je pruzanje pregle-
da istrazivackih nalaza i unutar ovoga podru¢-
ja predstavlja jedan od vaznijih motiva pisanja
ovoga preglednoga rada. Naime, istrazivanja
pokazuju kako osobe koje traZze nov¢anu na-

knadu imaju izrazenije smetnje u okviru dija-

reaction after exposure to multiple traumatic
events or those of prolonged duration from
which the escape is impossible or extreme-
ly difficult (2). Apart from meeting the two
symptoms from the first three categories, this
diagnosis includes three more that relate to
the difficulties of self-organization. These are
related to mood regulation problems; negative
self-concept and impaired interpersonal func-
tioning. It can be argued that the main theme
of the ICD-11 criteria regarding the diagnosis
of PTSD is to recognize the diagnosis of clinical
significance. Proposals for new PTSD diagnos-
tic criteria within the new edition of ICD-11
have met numerous critiques and reactions of
the scientific community. Researchers of this
area warn that individuals with mild or mod-
erate forms of this disorder may be potential-
ly harmed by these criteria in a way that they
could be denied potential help due to the lack
of criteria for PTSD being met. Research by
Wisco and associates has confirmed that the
proposed PTSD criteria under ICD-11 identify
significantly fewer individuals with this disease
against DSM-5 and IV criteria, especially with
the passage of time (18). At the same time, the
new ICD-11 criteria did not lead to a reduction
of comorbid diagnoses in this study, which was
one of the goals of the new ICD-11 edition re-
garding PTSD. Therefore, the recommendation
to clinicians is to consider the overall condition
of an individual, rather than making a strict
classification of their disturbances against the
proposed diagnostic categories (19). The latter
is very important to consider for the purpose
of potential health care or compensation that

could be denied to these individuals.

PTSD and the problem
of litigation and seeking
compensation

In consideration of the various factors con-
tributing to the maintenance of PTSD, the

issue of litigation and compensation seeking
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gnoze PTSP-a od pojedinaca s ovim poreme-
¢ajem koji su izvan procesa traZzenja naknade
i parni¢enja (20-22). Znanstvenici su opazene
nalaze pokusali razjasniti u okviru tri moguca
razja$njenja. Spomenuti se odnose na hipote-
ze stvarne narusenosti funkcioniranja (disability
hypothesis), traZenja financijske dobiti (finantial
gain hypothesis) kao i hipoteze pojacanoga stresa
(stress hypothesis) (23). 1z navedenoga jasno je
kako veza izmedu izrazenosti simptoma PT-
SP-a i trazenja financijske dobiti nije sasvim
jednostavna i razja$njena. Stoga je ovo pod-
rudje vaZzan aspekt u istrazivanju faktora rizika
za kroni¢ni tijek ovoga poremecaja. Dostupni
nalazi istrazivanja ovoga podru¢ja opisani su
unutar posljednjeg poglavlja Socioekonomskih
faktora.

Zbog slozenosti klinicke slike te nerijetko
dugotrajnog i multidimenzionalnog pristupa
lije¢enju ovaj je poremecaj ve¢ dugi niz godina
predmet brojnih znanstvenih studija. Istrazi-
vacka pitanja ¢esto se odnose na razmatranja
razli¢itih faktora rizika za razvoj poremeca-
ja, poput biologkih i psihologkih ranjivosti,
tijeka oporavka kao i procjene uéinkovitosti
razli¢itih terapijskih tretmana PTSP-a u ovi-
snosti o tipu traume kao i rodu traumatizira-

ne osobe.

Na osnovi svega navedenoga, cilj ovoga rada
ponuditi je pregled suvremenih istrazivanja
faktora rizika te tijeka posttraumatskog stre-
snog poremecaja. Kako se radi o veoma kom-
pleksnom poremecaju o¢igledno je kako je sam
nastanak ovog poremecaja rezultat interakcije
razli¢itih elemenata, poput biologkih (anksio-
zni prag, interoceptivna svjesnost), psiholos-
kih, socijalnih te nedovoljno istraZzenih fakto-
ra socioekonomskog statusa pregledom kojih
biva zaklju¢en cjelokupni pregled. Stoga je ja-
sno kako utvrdivanje razli¢itih faktora rizika
za razvoj PTSP-a pruZa obuhvatniji odgovor
na pitanje tko ce s ve¢om vjerojatno§cu razviti
PTSP kao odgovor na traumatsko iskustvo, a

tko nece.

still remains under investigated. Hence, ex-
ploration of research findings within this area
is one of the key motives for writing this re-
view paper. Namely, research has shown that
people seeking financial compensation have
more severe symptoms within the PTSD di-
agnosis than individuals with this disorder
that are not seeking reimbursement (20-22).
The researchers of this area argue that these
findings could be clarified within three possi-
ble explanations. These refer to the disability
hypothesis, financial gain (hypothesis), and stress
hypothesis (23). From the above mentioned it
is clear that the link between the expression of
PTSD symptoms and seeking financial gain is
not quite so simple or clarified. Therefore, this
area represents an important aspect within
the studies of various risk- and chronic course
factors of this disorder. The available research
findings in this area are described within the
last chapter of this paper that refers to Socio-
economic Factors. Due to the complexity of its
clinical manifestation and the often long-term
and multidimensional approach to treatment,
this disorder has been the subject of numerous
scientific studies for many decades. Research
questions often relate to consideration of vari-
ous risk factors for the development of this dis-
order such as biological and psychological vul-
nerabilities, recovery rates, and assessment of
the effectiveness of various PTSD therapeutic
treatments depending on the type of trauma.
Therefore, the aim of this paper is to provide
an extensive overview of current findings on
PTSD risk factors. Since PTSD is a very complex
disorder, it is obvious that the very occurrence
of this disorder is the result of the interaction
of various elements. The above mentioned refer
to biological (anxiety threshold, interoceptive
sensitivity/consciousness), psychological, so-
cial, and insufficiently investigated factors of
socioeconomic status. It’s therefore clear that
determining the various risk factors important
for the development of PTSD provides a more

comprehensive answer to a question of who
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METODOLOGIJA

U okviru nastanka ovoga rada pretrazene su
internetske baze znanstvenih ¢asopisa Science
Direct, PubMed, PsychInfo i Researchgate tijekom
razdoblja od svibnja 2013. do svibnja 2018.
godine za klju¢ne rije¢i koje se ti¢u faktora
rizika i kroni¢noga tijeka PTSP-a. Termini za
pretrazivanje ukljucivale su kombinaciju rijeé¢i
PTSD/PTSP i sljede¢ih fraza i/ili termina na
engleskom i hrvatskom jeziku: risk factors/fak-
tori rizika, chronic course/kroni¢ni tijek, anxiety
sensitivity/anksiozna osjetljivost, neuroticism/
neuroticizam, osobine li¢nosti/personality traits,
neurobiology/neurobiologija, genetics/genetika,
brain imagery/mozgovni zapisi, anxiety/anksi-
oznost, depression/depresija, comorbidity/ ko-
morbiditet, reimbursement, compensation/par-
ni¢enje. Odabir radova s obzirom na relevan-
tnost teme rezultirao je kona¢nim odabirom
177 publikacija ¢iji su rezultati spomenuti u
ovom preglednom radu. S obzirom na opéenito
manju koli¢inu prospektivnih longitudinalnih
studija ovoga podrucja objedinjeni su dostupni
istrazivacki rezultati objavljeni u razdoblju od
1988. do 2018. godine.

FAKTORI RIZIKA ZA RAZVO)J
POSTTRAUMATSKOG STRESNOG
POREMECAJA

Faktore rizika za razvoj posttraumatskog stre-
snog poremecaja mozemo radi preglednosti podi-
jeliti u nekoliko vecih skupina. To su faktori koji
proizlaze iz osobina li¢nosti i strategija suocava-
nja, psihijatrijske povijesti i komorbidnih stanja
poput poremecaja li¢nosti, vjerovanja i atribucija
te bioloskih faktora i socijalnih okolnosti.

Osobine li¢nosti

Kada faktore rizika za razvoj posttraumatskog
stresnog poremecaja sagledavamo iz aspek-

ta osobina li¢nosti, jedna je osobina posebice

will most likely develop PTSD in response to a

traumatic experience and who will not.

METHODS

The Internet databases of Science Direct,
PubMed, PsychlInfo, and Researchgate were
searched over the period from May 2013 to
May 2018 for keywords related to risk factors
and chronic PTSD. The search terms included
a combination of the word PTSP and the fol-
lowing phrases and/or terminology in English
and Croatian: risk factors, chronic course, anx-
iety sensitivity, neuroticism, personality traits,
neurobiology, genetics, brain imagery, anxiety,
depression, comorbidity, litigation, reimburse-
ment, compensation. The selection of papers
with respect to relevance of the topic resulted
in the final selection of 177 publications whose
results are mentioned in this review paper.
Considering the generally smaller amount of
prospective longitudinal studies in this area,
the current review gathered the available re-
search results published during the period
from 1988 to 2018.

PTSD RISK FACTORS

Risk factors important for the development of
PTSD can be divided into several major groups.
These refer to the factors that arise from per-
sonality traits and coping strategies, psychiat-
ric history, and comorbid states such as person-
ality disorders as well as biological factors and

social circumstances.

Personality traits

When considering personality traits as risk
factors for the development of PTSD, one trait
seems to be particularly salient within this con-
text. The latter refers to neuroticism - a trait

that represents a permanent tendency to re-
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izraZena u ovom kontekstu. Rije¢ je o neuro-
ticizmu, odnosno osobini koja se manifestira
trajnom sklono$¢u k reagiranju na dogadaje
negativnim afektom, uklju¢ujuéi anksioznost
te depresivnost (24). Neuroticizam je znac¢ajno
povezan s PTSP-om (25,26) i faktor je rizika za
razvoj posttraumatskog stresnog poremecaja
nakon izlaganja traumatskom dogadaju (27).
Jedan od nalaza koji pokazuje koliko je ova
osobina znacajna za nastanak PTSP-a je taj da
je izrazito naglasen neuroticizam faktor rizika
nezavisan od izlozenosti borbi koji je dobiven
na uzorku stotine veterana vijetnamskog rata s
posttraumatskim stresnim poremecajem (28) i
doprinosi vise obja$njavanju varijance simpto-
ma PTSP-a od samih ratnih iskustava (29-32).
IstraZivanje O’'Toolea, Marshalla, Schurecka i
Dobsona (33) na slu¢ajnom uzorku australskih
ratnih veterana s dijagnozom PTSP-a i bez te
dijagnoze pokazalo je kako su rezultati na lje-
stvici neuroticizma uo¢i novadenja za vojsku
bili kasnije povezani s razvojem PTSP-a. Sli¢ni
rezultati (povezanost neuroticizma ili anksio-
znosti i posttraumatskih reakcija) dobivaju se
i na uzorku osoba oboljelih od civilnog PTSP-a
zbog razli¢itih vrsta traumatskih dogadaja (34-
37). Brojna istrazivanja ovoga podruc¢ja takoder
ukazuju na povezanost PTSP-a i ostalih osobi-
na li¢nosti poput primjerice negativne emocio-
nalnosti, traZenja novosti, sklonosti hostilno-
sti i ljutnji i anksioznosti kao osobine li¢nosti
(38). Takoder, negativno je povezan s ekstra-
verzijom, optimizmom te kombinacijom viso-
ke pozitivne i niske negativne emocionalnosti
(39). Potonje ukazuje na potrebu obuhvatnijeg,
odnosno multidimenzijskog pristupa u razma-
tranju odnosa i uloge razli¢itih potencijalnih
faktora rizika u nastanka PTSP-s. Istrazivanja
su takoder pokazala kako je nisko izrazena
osobina smjelosti (engl. hardiness) doprinosila
objasnjenju vece varijance simptoma PTSP-a
nego sami traumatski dogadaji (40). Nadalje,
u prospektivnom istrazivanju Tomassena i
sur. (41) smjelost je imala indirektan utjecaj na

smanjenje simptoma PTSP-a u norveskih voj-

act to events with a negative affect, including
anxiety and depression (24). Neuroticism is
significantly associated with PTSD (25,26) and
presents a risk factor for the development of
PTSD after exposure to a traumatic event (27).
One of the findings showing the significance
of this trait for the emergence of PTSD is that
high neuroticism presents a risk factor inde-
pendently of exposure to combat in Vietnam
veterans with PTSD (28). This trait also con-
tributes more to the explanation of the vari-
ance of PTSD symptoms than war experiences
themselves (29-32). The research of O’Toole,
Marshall, Schureck, and Dobson (33) on a ran-
dom sample of Australian veterans with and
without PTSD showed that the results on the
neuroticism scale in military recruits were later
related to the development of PTSD. Similar re-
sults (association of neuroticism or anxiety and
posttraumatic reactions) were also obtained on
a sample of individuals with PTSD developed
as a result of various types of traumatic events
(34-37). Ample research in this area also points
to the correlation between PTSD and other per-
sonality traits, such as negative emotionality,
seeking novelty, hostility, and anger and trait
anxiety (38). PTSD is also negatively associated
with extraversion, optimism, and combination
of high positive and low negative emotionality
(39). The latter points to the need for a more
comprehensive or multidimensional approach
to the consideration of the relationship and
role of the various potential risk factors in the
emergence of PTSD. Studies have also shown
that the low expression of hardiness contribut-
ed to the explanation of a greater variation of
PTSD symptoms than traumatic events them-
selves (40). Furthermore, in a prospective
study by Tomassen et al. (41) hardiness has had
an indirect impact on reducing PTSD symp-
toms in Norwegian soldiers via reduced use of
avoidance strategies - another risk factor sig-
nificant for the emergence of PTSD. Hardiness
is a feature that represents a set of personality

traits that act as a protective factor in dealing
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nika djelujudi na smanjeno koristenje strategija
izbjegavanja - jo§ jednoga od fakora rizika za
nastanak PTSP-a. Rijec je o osobini koja je skup
osobina li¢nosti koje djeluju kao zastitni faktor
pri suolavanju s traumatskim iskustvom (42).
Ova osobina djeluje mehanizmima videnja stre-
sne situacije zanimljivom i punom znacenja za
pojedinca koji istovremeno stresore procjenjuje
podloznima kontroli. Takoder, promjena je vi-
dena kao mogucénost osobnog rasta te je pro-
cijenjena normalnim dijelom Zivota. Jo$ jednu
od osobina za koju se pretpostavlja kako mno-
gostrukim putevima djelovanja uvecava rizik za

pojavu PTSP-a je anksiozna osjetljivost.

Anksiozna osjetljivost

Anksiozna osjetljivost je veoma vazan faktor
u razmatranju nastanka posttraumatskog
stresnog poremecaja (43). Rije¢ je o osobini
koja predstavlja strah od unutarnjih promje-
na (tjelesnih, mentalnih, socijalne brige) radi
uvjerenja kako su te promjene ugrozavajuée
za dobrobit pojedinca. Pretpostavka je kako je
ova osobina faktor rizika putem dva zasebna
mehanizma djelovanja (44). Pojedinci s vi-
sokim razinama ove osobine mogu reagirati
intenzivnije na traumatski stresor pri ¢emu
¢e im dodatan izvor stresa biti i zabrinutost
zbog vlastitih reakcija na stresor. Spomenuto
potencijalno umanjuje i prag potreban za stre-
snu reakciju povedavajuéi spektar situacija
koje bi kod pojedinca mogle potaknuti pojavu
posttraumatskog stresa. Drugi mehanizam
pretpostavlja kako traumatska situacija moze
potaknuti pojavu PTSP-a i anksiozne osjetlji-
vosti koja tada povratno uvecava intenzitet
simptoma. Dosadasnji istrazivacki napori op-
¢enito potvrduju pretpostavku o anksioznoj
osjetljivosti kao faktoru rizika za pojavu PT-
SP-a (45-48). Feldner i sur. (49), primjerice, u
prospektivnoj su studiji utvrdili kako je anksi-
ozna osjetljivost znac¢ajan prediktor simptoma
PTSP-a u uzorku 400 mladih odraslih osoba ti-

jekom razdoblja pracenja od 18 mjeseci. Boffa

with traumatic experience (42). This feature
works via mechanisms of perceiving a stressful
situation as interesting and full of meaning for
an individual who at the same time perceives
stressors as controllable. Also, these individu-
als perceive change as a potential for personal

growth and view it as a normal part of life.

The next section is devoted to the trait of anxie-
ty sensitivity - another feature that is assumed

to increase the risk for PTSD in multiple ways.

Anxiety sensitivity

Anxiety sensitivity presents an important fac-
tor in considering the emergence of PTSD (43).
This feature refers to fear of internal changes
(physical, mental, social worries) due to a be-
lief that an individual’s wellbeing is being en-
dangered. It’s hypothesized that this feature
presents a risk factor through two separate
mechanisms of action (44). Individuals with
high levels of this trait may react more inten-
sively to a traumatic stressor, with worry (that
arises as a result of their own reactions to the
stressor) being an additional source of stress.
This potentially reduces the threshold required
for a stress response by increasing the range
of situations that could cause an individual to
develop posttraumatic stress. Another mecha-
nism assumes that a traumatic situation may
trigger the onset of PTSD and anxiety sensi-
tivity, which then increases the intensity of the
PTSD symptoms. Previous research generally
confirms the assumption of anxiety sensitivity
being a risk factor for the occurrence of PTSD
(45-48). In prospective studies, Feldner et al.
(49), for example, found that anxiety sensitiv-
ity was a significant predictor of PTSD symp-
toms in a sample of 400 young adults during
an 18-month follow-up period. Boffa et al. (50)
investigated whether elevated anxiety sensitiv-
ity before the traumatic event is a risk factor
for posttraumatic stress symptoms. The results

of their study showed that pretraumatic elevat-
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isur. (50) istrazili su je li povi$ena anksiozna
osjetljivost prije traumatskoga dogadaja faktor
rizika za pojavu simptoma posttraumatskoga
stresa. Rezultati njihove studije pokazali su
kako je upravo pretraumatska povisena anksi-
ozna osjetljivost predvidala simptome posttra-
umatskog stresa (PTSS) u skupini ameri¢kih
studenata izloZenih na razli¢iti na¢in pucnjavi
na sveucilistu. Takoder, tjelesna komponenta
anksiozne osjetljivosti djelovala je u interakciji
sa stupnjem izloZenosti traumatskom dogada-
ju na intenzitet izrazenosti simptoma PTSS-a
(50). Nadalje, Marshall, Miles i Stewart (44)
istrazili su longitudinalnim nacrtom vremen-
ski odnos anksiozne osjetljivosti i intenziteta
simptoma PTSP-a neposredno nakon tjelesne
ozljede te nakon 6 i 12 mjeseci u 677 sudioni-
ka. Utvrdeno je kako i anksiozna osjetljivost i
intenzitet simptoma PTSP-a medusobno dje-
luju recipro¢nim putem. Toénije, anksiozna
osjetljivost predvidala je izraZenost simptoma
PTSP-a, kao §to su i potonji predvidali kasni-
ju izraZenost osobine anksiozne osjetljivosti
(44). Nadalje, ¢ini se kako je anksiozna osjetlji-
vost povezana i sa smanjenim mogucénostima
samoregulacije pojedinca u kontekstu proce-
siranja emocionalnih podrazaja (51) te spo-
sobnostima postizanja usredotocene svjesnosti
(engl. mindfulness) (52). To¢nije, ¢ini se kako
su pojedini faktori unutar spomenute osobi-
ne potencijalne karakteristike pojedinca koje
stvaraju vedi rizik za razvoj PTSP-a. U istrazi-
vanju Schoorlove i Van Der Doesa (52) fakto-
ri usredotolene svjesnosti koji se odnose na
mogucnosti opisivanja iskustva, prihvacanje bez
osudivanja te odsustvo reagiranja na unutarnje
iskustvo bili su u sudionika negativno povezani
sa simptomima PTSP-a te depresivnom simp-
tomatikom (52). Nadalje, ovi su faktori pred-
vidali zasebnu varijancu simptoma PTSP-a
nezavisno od varijabli anksiozne osjetljivosti
iintenziteta traume (52). Faktori mogucnosti
opisivanja iskustva, prihvacanje bez osudivanja te
djelovanje sa svjesno$¢u predvidali su zasebnu

varijancu simptoma depresije u osoba s PT-

ed anxiety sensitivity predicted posttraumatic
stress (PTSS) symptoms in a group of American
students exposed to different proximities to a
shooting situation at their university. Also, the
bodily concerns component of anxiety sensitiv-
ity has interacted with the degree of exposure
to a traumatic event in predicting the inten-
sity of PTSS symptoms (50). Furthermore,
Marshall, Miles, and Stewart (44) investigated
the temporal relationship of anxiety sensitiv-
ity and the intensity of PTSD symptoms im-
mediately after physical injury and 6 and 12
months later on a sample of 677 participants.
It was found that both anxiety sensitivity and
the intensity of the PTSD symptoms interact-
ed with each other in reciprocal ways. More
specifically, anxiety sensitivity predicted the
expression of PTSD symptoms, and the latter
predicted a later expression of anxiety sensi-
tivity (44). Furthermore, anxiety sensitivity
seems to be associated with reduced possibil-
ities of self-regulation of the individual in the
context of processing emotional stimuli (51)
and the ability to achieve mindfulness (52).
Specifically, it appears that the individual vari-
ations within the aforementioned traits repre-
sent potential characteristics of an individual
that pose a higher risk for PTSD development.
In the research of Schoorl and Van Der Does
(52), mindfulness questionnaire factors regard-
ing the ability to Describe (experiences), Accept
without Judgement, and Non-Reactivity to In-
ner Experience were negatively associated with
symptoms of PTSD and depressive symptoms
(52). Furthermore, these factors explained
additional variance of PTSD symptoms inde-
pendently of the anxiety sensitivity and trau-
matic intensity variables (52). Factors related
to the ability to Describe (experiences), Accept
without Judgement, and Act with Awareness
accounted for a separate variance of depression
symptoms in PTSD individuals independently
of the cognitive reactivity variables and the
amount of traumatic experiences (52). As can

be seen from the described results, comorbid
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SP-om nezavisno od varijabli kognitivne reak-
tivnosti te koli¢ine traumatskih iskustava (52).
Kao $to je vidljivo iz posljednjega primjera, ko-
morbidne smetnje poput primjerice depresije,
nerijetko se pojavljuju zdruzeno sa smetnjama
iz kruga PTSP-a.

Komorbiditet kao faktor rizika

Kao §to je navedeno u uvodu poglavlja, osim
odredenih osobina li¢nosti, prijasnje psihi¢-
ke tegkoce, odnosno psihijatrijska povijest
te komorbidni poremecaji licnosti takoder su
faktori rizika koji doprinose razvoju PTSP-a.
Prema Kessleru (53) osobe s posttraumatskim
stresnim poremecajem imaju vecu koli¢inu
peritraumatskih psihijatrijskih dijagnoza. U
studiji Kulke i suradnika (54) prethodna dija-
gnoza anksioznog poremecaja pokazala se naj-
znadajnijim faktorom rizika za razvoj PTSP-au
vijetnamskih veterana, dok je u drugom istra-
zivanju bilo koja dijagnoza s Osi I tadasnjega
DSM-IV bila povezana s dvostruko ve¢om razi-
nom dijagnoze PTSP-a u istrazivanju Northa i
suradnika (55). Cini se kako dugogodinja dija-
gnoza poremecaja strukture li¢nosti, posebice
antisocijalnog poremecaja li¢nosti, takoder po-
vecava rizik od nastanka ratnog PTSP-a zbog
traumatskog dogadaja (54). Sto se ratnog PT-
SP-a tice, povijest dje¢jeg antisocijalnog pona-
$anja bila je povezana s razvojem PTSP-a (56),
dok je dijagnoza dje¢jeg poremecaja u opho-
denju bila povezana s vjerojatnoscu izlaganja
traumatskom dogadaju kao i PTSP-om (57).
Niza inteligencija faktor je rizika za izlaganje
bududim traumatskim dogadajima te PTSP-a
nakon izlaganja traumatskom dogadaju (58).
Stovise, prospektivne longitudinalne studi-
je djece u rizi¢nim podru¢jima pokazale su
kako se ¢ini da visa inteligencija reducira ri-
zik za oboljenje od psihijatrijskog poremecaja
(59,60) uklju¢ujué¢i PTSP (61). Naposlijetku,
meta-analiza Brehove i Seidlera (62) pokazala
je kako je i stanje peritraumatske disocijacije

rizik za kasniji razvoj PTSP-a. Ova se osobina

conditions such as depression often occur to-
gether with PTSD disturbances. Therefore, the
purpose of the next paragraph is to provide

relevant research findings regarding the area.

Comorbidity as a risk factor

As stated in the Introduction, apart from cer-
tain personality traits, previous mental prob-
lems, psychiatric history and comorbid per-
sonality disorders also represent risk factors
that contribute to the development of PTSD.
According to Kessler (53), people with PTSD
have a higher amount of peritraumatic psy-
chiatric diagnoses. In the study of Kulke et al.
(54), an earlier diagnosis of an anxiety disor-
der was the most significant risk factor for the
development of PTSD in Vietnamese veterans,
while in the second study, any diagnosis from
the DSM IV Axis I was associated with a twice
higher probability of a PTSP diagnosis in the
research of Northa et al (55). It appears that
the long-term diagnosis of a personality disor-
der, particularly the antisocial personality dis-
order, also increases the risk for the emergence
of PTSD due to a traumatic war event (54). As
far as war PTSD is concerned, the history of
child antisocial behavior was related to the de-
velopment of PTSD in later life (56), while a
diagnosis of childhood conduct disorder was
associated to a higher probability of an expo-
sure to a traumatic event in later life as well as
PTSD (57). Lower intelligence is a risk factor
for exposure to future traumatic events and

post-exposure PTSD.

Moreover, prospective longitudinal studies of
children in high-risk areas have shown that
higher intelligence reduces the risk of psychi-
atric disorders (59,60), including PTSD (61).
Finally, a meta-analysis by Brehove and Seidler
(62) showed that the state of peritraumatic dis-
sociation is also a risk for a later development
of PTSD. This characteristic refers to the subjec-

tive experience of emotional numbing, distanc-
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odnosi na subjektivni dozivljaj emocionalne
otupjelosti, distanciranja od drugih, smanjene
reaktivnosti, depersonalizacije i derealizacije
u trenutku zbivanja traumatskog dogadaja.
Iako je u trenutku njezine pojave pojedinac
trenutacno zasticen od apsolutnog dozivljaja
traume, pretpostavka je kako ona dugoroéno
Steti ometajudi integraciju traumatskog isku-
stva unutar eksplicitnog pamcenja pojedinca
(63,64).

Kognitivni faktori

Posebna skupina faktora rizika za razvoj PT-
SP-a proizlazi iz kognitivne sfere, odnosno na-
¢ina na koji ljudi pridaju zna¢enje dogadajima
i kako ih tumace. Pojedinceva vjerovanja mogu
djelovati raznoliko na smjer oporavka nakon
traumatskog iskustva, $titeci ga ili olak3avajuci
nastanak smetnji. Primjerice, zastitnim fakto-
rima za razvoj ovog poremecaja nakon fizickog
napada pokazala su se vjerovanja o vlastitioj
vrijednosti, sigurnosti i povjerenju u druge
(65). Vjerovanje da svijet funkcionira na nacin
kojeg opisuju znacenje i koherentnost takoder
predstavlja zastitni faktor kao i pozitivna vjero-

vanja o vlastitoj samoefikasnosti (66-68).

S druge strane, u sluc¢aju PTSP-a, ¢etiri su se
kognitivna elementa, odnosno vjerovanja po-
kazala zna¢ajnim za razvoj ovog poremecaja. To
su: procjena dogadaja kao ugrozavajuceg; vjero-
vanja o osobnoj ranjivosti; pokusaji pripisiva-
nja posebnog znadenja dogadaju te vjerovanja o
koli¢ini osobne kontrole (69). Procjena vlastite
ranjivosti kao i ograni¢eni kapaciteti za suoca-
vanje s izazovima (70,71), niska samoucinko-
vitost (72,73), procjena $tetnosti te pridavanje
zastra$ujucih znadenja dogadajima (74-76) vje-
rovanja su koja su povezana s razvojem posttra-
umatskih poremecaja. Jo$ jedan od kognitivnih
faktora rizika za razvoj PTSP-a je i pojedinceva
procjena Stetnosti simptoma poput intruziv-
nih misli (77-79). Jedan od znacajnih faktora

u pripisivanju znadenja traumatskom dogadaju

ing from others, reduced reactivity, depersonal-
ization, and derealization at the moment of the
occurrence of a traumatic event. Although at
the time of its occurrence, peritraumatic disso-
ciation protects an individual from the absolute
trauma experience, it is assumed that it acts
harmfully in the long term by hindering the
integration of the traumatic experience within
the explicit memory of the individual (63,64).

Cognitive factors

A particular group of risk factors for the de-
velopment of PTSD results from the cognitive
sphere, or the ways people ascribe meaning to
events and how they interpret them. Individ-
ual beliefs can work differently on the direc-
tion of recovery after a traumatic experience,
protecting it or facilitating the occurrence of
disturbances. For example, beliefs about one’s
own value, safety and trust in others appeared
to be protective factors for the development of
this disorder after a physical attack (65). The
belief that the world functions in a way that
produces meaning and coherence is also a pro-
tective factor, as well as positive beliefs about
one’s self-efficacy (66-68). On the other hand,
in the case of PTSD, four cognitive elements,
or beliefs, have proven to be significant for the
development of this disorder. These are: as-
sessment of the event as a threat; beliefs about
personal vulnerability; attempts to attribute
special significance to the beliefs about the
amount of personal control (69). Estimated
self-vulnerability as well as limited capacity to
deal with challenges (70,71), low self-effica-
cy (72,73), attachment of harmful or horrific
meanings to events (74-76) are beliefs that
are associated with the development of post-
traumatic disorders. Another cognitive risk
factor for the development of PTSD refers to
the individual’s assessment of the harmfulness
produced by PTSD symptoms such as intrusive
thoughts (77-79). One of the important factors

in ascribing significance to a traumatic event is
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je i atribucija odgovornosti te lokus kontrole,
odnosno koncept koji se odnosi na pripisivanje
kontrole, odgovornosti i krivnje unutarnjim ili
izvanjskim faktorima. Posttraumatski stresni
poremecaj povezan je s pripisivanjem kontro-
le izvanjskim uzrocima (80), dok druga istra-
Zivanja ukazuju na kompleksan odnos izmedu
tijeka poremecaja i lokusa kontrole u ovisnosti
o vrsti traumatskog dogadaja $to je detaljnije
pojasnjeno u poglavlju koji razraduje faktore

kroni¢nog tijeka poremecaja.

U novije se vrijeme jo$ jedan kognitivni faktor
rizika za anksiozne poremedaje isti¢e unutar
istraZzivanja ovog poremecaja. Rije¢ je o kogni-
tivnom stilu strepnje koji se odnosi na stabilnu
sklonost pojedinca videnju prijetnje kao brzo
napredujuce u vremenu i prostoru (81). Dosa-
das$nji nalazi otkrivaju kako je simptomatika
PTSP-a umjereno povezana s kognitivnim sti-
lom strepnje (82,83). Iako tek u zacetku, dosa-
dasnji nalazi ukazuju kako manifestacije ovog
kognitivnog stila u obliku pristrane obrade
informacija, paznje i pamdenja vezanih uz pri-
jetnju podrzavaju njegovu vaznost kao faktora
rizika za razvoj PTSP-a (84-88).

Kumulacija stresora i traumatskih
iskustava

Osim bioloskih faktora, osnovna pretpostav-
ka aktualnog modela ,kumulacije stresora“u
nastanku PTSP-a (engl. stressor-dose model)
je kako gomilanje prozivljenih nedaca tijekom
zivota doprinosi nastanku poremecaja te kako
veca koli¢ina odnosno intenzitet traumatskog
dogadaja uvjetuje vedi intenzitet posttraumat-
skog stresnog poremecaja (89). Prijasnji vise-
struki traumatski dogadaji, posebice nasilje u
obliku napada, su najjaci faktor rizika za ra-
zvoj PTSP-a u populaciji (90), u veterana (91),
silovanih Zena (92) i medu onima koji su ra-
zvili PTSP kao odgovor na napad u SAD-u 11.
rujna (93). lako je literatura puna nalaza koji

potvrduju povezanost koli¢ine traumatskih

the attribution of responsibility and the locus
of control, that is, the concept of attributing
control, responsibility and guilt to internal or
external factors. PTSD is often associated with
attribution of control to external agents (80)
while other studies suggest a complex relation-
ship between the course of the disturbance and
the locus of control in dependence on the type
of a traumatic event. The latter is explained
in more detail in the chapters that deal with
factors contributing to PTSD’s chronic course.
In recent times, one more cognitive risk factor
for anxiety disorders is highlighted within the
studies of this disorder. This refers to the loom-
ing cognitive style - a stable tendency of an in-
dividual to perceive a threat as rapidly rising in
risk and intensity through time and space (81).
Previous findings reveal that PTSD symptoms
are moderately related to this cognitive factor
(82,83). Although still in their beginning, the
research findings indicate that the manifesta-
tions of this cognitive style in the form of bi-
ased information processing, as well as biased
attention to threat and threat-related memo-
ries support its importance as a risk factor for
PTSD development (84-88).

Stressor cumulation and
traumatic experiences

In addition to the biological factors, the un-
derlying assumption of the current Stress-
or-Dose Model is that the build-up of life-long
disadvantages contributes to the emergence
of a disorder. It also assumes that the great-
er intensity of a traumatic event will produce
higher PTSD intensity (89). Previous multiple
traumatic events, particularly violence in the
form of attacks, represent the strongest risk
factor for PTSD development in the gener-
al population (90), as well as in war veterans
(91), raped women (92), and among those who
developed PTSD in response to the attacks of
September 11t (93). Although the literature is

full of findings confirming the correlation of
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dogadaja s vjerojatnoséu rizika od PTSP-a, ve-
liki broj istrazivanja ne podrzava pretpostavku
o senzitizaciji u odgovoru na traumatski stre-
sor. Primjerice, na uzorku ameri¢kih studena-
ta Falsetti i Resnick (94) nisu utvrdili razlike
u pojavnosti PTSP-a i depresije s obzirom na
to je li osoba bila Zrtva jednog ili nekoliko kri-
minalnih dogadaja. Isti nalaz dobiven je u slu-
¢aju usporedbe uzorka kanadskih i americkih
vatrogasaca (95). Medutim, kada su Wykes
i Whittington (96) u napadnutih sestara s
psihijatrijskog odjela utvrdili kako se uzorak
dijeli na one koje su na stres odgovorile ni-
skom ili visokom razinom distresa postavilo
se pitanje adaptiraju li ili senzitiziraju li pri-
jadnji stresori pojedinca u odgovoru na trau-
matski stresor? U slu¢aju medicinskih sestara
s reakcijom niske razine distresa autori su in-
terpretirali ovaj nalaz adaptacijom, odnosno
razvojem kognitivnih i emocionalnih vjestina
zbog suolavanja sa sli¢nim iskustvima. Iz toga
je slijedio zaklju¢ak kako ¢e odredene osobe
razviti adaptivne odgovore na visestruke tra-
umatske dogadaje, dok ce se u drugih pojacati
osjetljivost na traumatske stresore (96). Neki
autori povlade analogiju bioloskom procesu
imunizacije organizma od nekih bolesti kao
odgovora na male doze otrovnih tvari (cje-
pivo) (89). To¢nije, smatraju kako pojedinac
razvija adaptaciju i strategije savladavanja ve-
¢ih stresora kao odgovor na prijasnje iskustvo
ponavljanih stresora manjih intenziteta (89).
Konzistentno s ovim modelom 90 % sudioni-
ka u istrazivanju Aldwina, Suttona i Lachmana
(97) izvijestilo je kako je suoc¢avanje sa stre-
snim dogadajima potpomognuto prijadnjim
iskustvima suocavanja sa stresorima. Ta su
iskustva rezultirala poticanjem razvoja samo-
pouzdanja i nekih novih i adaptivnih strategi-

ja suocavanja (97).

Osim psiholoskih faktora, biologija PTSP-a op-
sezno je proucavana u smislu genetskih i hor-
monskih faktora te psihofizioloskih odgovora

kao i mozgovne anatomije.

the number of traumatic events and the risk
for developing PTSD, a large number of studies
do not support the assumption of a sensitiza-
tion in response to traumatic stressors. For ex-
ample, on a sample of US students, Falsetti and
Resnick (94) did not determine the differences
in the PTSD emergence and depression as to
whether a person was a victim of one or sev-
eral criminal events. The same finding was ob-
tained in the case of a comparison of Canadian
and American firefighters (95). However, when
Wykes and Whittington (96) observed a dual
pattern when observing attacked nurses from
the psychiatric department, the authors found
that the nurses either belonged to a group of
those who responded to stress with a low or
high level of distress. In the case of nurses with
low levels of experienced distress, the authors
interpreted this finding as an adaptation by de-
veloping cognitive and emotional skills through
coping with similar experiences. This was fur-
ther followed by the conclusion that certain in-
dividuals would develop adaptive responses to
multiple traumatic events, while others would
increase susceptibility to traumatic stressors
(96). Some authors draw the analogy to the
biological process of immunization of the or-
ganism from some diseases as a response to
small doses of toxic substances (e.g. vaccine)
(89). More specifically, it’s assumed that the
individual develops an adaptation and strate-
gies for mastering major stressors in response
to previous experiences of repeated stressors of
lower intensity (89). Consistent with this mod-
el, 90% of participants in Aldwin, Sutton, and
Lachman’s research (97) reported that facing
stressful events was backed by previous expe-
rience of dealing with stressors. The same has
resulted in encouraging self-confidence and
some new and adaptive coping strategies in
these individuals (97). In addition to psycho-
logical factors, PTSD biology has been exten-
sively studied in terms of genetic and hormonal
factors of these psycho-physiological responses

as well as brain anatomy.
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Bioloski faktori

Prema bioloskim teorijama, trauma ostecuje
noradrenergicki sustav pri ¢emu povisene kon-
centracije noradrenalina uzrokuju da se osoba
lakse prestrasi i snaznije izraZava emocije nego
$to bi to inace bilo normalno $to podrzavaju
i empirijski nalazi (98,99). Nadalje, jedna od
specifi¢nosti ovog poremecaja je i kroni¢no
poremecena regulacija hipotalamo-pituitar-
no-adrenalne osi (HPA-os) za koju se ¢ini kako
zbog povisene razine kortikotropin-oslobada-
juceg hormona postaje poja¢ano osjetljiva na
stres i u¢inke kortizola (100,101). Takoder,
¢ini se kako je promijenjena aktivnost triju
mozdanih struktura: prefrontalnog korteksa,
hipokampusa te amigdala od posebnog znace-
nja za istrazivanja karakteristika ovog poreme-
¢aja (102,103). Naime, rezultati velikog broja
studija slikovnih prikaza mozga kod PTSP-a
zaletak su modela limbicke senzibilizacije te
smanjene kortikalne inhibicije kod PTSP-a uz
specifi¢nu disfunkciju podrugja uklju¢enih u
pamcdenje, emocije i vidno-prostornu obradu
(104). U studijama koje su inducirale simptome
PTSP-a traumatskim audiozapisima utvrdena
je aktivacija desnog limbic¢kog i paralimbickog
sustava (105) i vidnog korteksa kao i smanje-
ni protok krvi u medijalnom prefrontalnom
korteksu, hipokampusu i vidnom asocijativ-
nom korteksu (104). Kod veterana s PTSP-om,
kao odgovor na slikovne podraZaje povezane
s borbom, utvrden je povecan protok krvi u
jezgrama amigdala i prednjem cingularnom
korteksu, a smanjen u Brockinom podrudju
(106). Ove nalaze autori dovode u vezu s ne-
verbalnim emocionalnim vidnim predodzba-
ma koje su dio ponovnog proZivljavanja simp-
toma PTSP-a (106). Nadalje, izlaganje osoba s
PTSP-om dovodi do smanjenja protoka krvi u
medijalnom prefrontalnom korteksu, podru¢ju
odgovornom za regulaciju emocionalnog odgo-
vora preko inhibicije amigdala (104). Dugi se
niz godina smatralo kako zbog traume dolazi

do ostecenja mozdanih struktura (npr. smanje-

Biological factors

According to biological theories, trauma causes
a noradrenergic system damage, with elevated
levels of norepinephrine causing a person to
become frightened more easily and to express
emotions more intensively than would normal-
ly be supported by empirical findings (98,99).
Furthermore, one of the specificities of this dis-
order appears to be the chronically disturbed
regulation of the hypothalamic-pituitary-adre-
nal axis (HPA) that is more sensitive to stress
and cortisol effects as a result of elevated levels
of corticosteroid-releasing hormone (100,101).
It also appears that the activity of three brain
regions is altered in PTSD: the prefrontal cor-
tex, the hippocampus, and the amygdala, which
is of particular importance for the research of
the manifestations of this disorder (102,103).
Namely, the results of a large number of brain
imaging studies in PTSD presented the foun-
dation for the lymphatic sensitization model
and the reduced cortical inhibition hypothesis
in PTSD with specific dysfunctions of areas
involved in memory, emotions, and visuo-spa-
tial processing (104). In studies that induced
PTSD symptoms with traumatic audio, the
activation of the right lymphatic and paralim-
bic system (105) and visual cortex as well as
reduced blood flow in the medial prefrontal
cortex, hippocampus, and visual associative
cortex (104) were determined. In PTSD vet-
erans, in response to images of stress-relat-
ed stimuli, increased blood flow was found
in amygdala nuclei and the frontal cingulate
cortex, while it was decreased in Brock’s area
(106). These findings were linked to unrealistic
emotional visual concepts that are part of the
re-experiencing symptoms of PTSD (106). Fur-
thermore, exposure therapy of individuals with
PTSD leads to a decrease in blood flow in the
medial prefrontal cortex, the area responsible
for regulating the emotional response through
amygdala inhibition (104). For a number of

years, it has been thought that trauma results
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ni volumen hipokampusa) koja se tada o¢ituju
i u funkcijskim deficitima verbalnog pamcéenja
(107). Odredeno vrijeme postojala je i pretpo-
stavka o znac¢ajnoj povezanosti izmedu volume-
na hipokampusa i izraZenosti posttraumatskih
reakcija. Medutim, zakljuc¢ak studije Gilbertso-
na i suradnika (108) u kojoj je prou¢avano 40
muskih monozigotnih blizanaca razli¢itih po
izloZenosti traumi u vijetnamskom ratu poka-
zala je nesto sasvim drugacije. Naime, traumi
neizloZeni, manji hipokampalni volumen bio je
pretraumatski faktor rizika, umjesto da je nje-
gov smanjeni volumen rezultat traumatskog
dogadaja ili PTSP-a (108). Cini se kako sli¢an
slijed prati i uocena pojacana aktivacija dorsal-
nog anteriornog cingularnog korteksa (dACK)
u osoba s PTSP-om. Naime, studija blizanac¢kih
potomaka osoba s PTSP-om pokazala je kako i
prije izloZenosti stresoru djeca ovih osoba po-
kazuju povisenu aktivaciju ove mozdane regije
vazne za procesiranje emocionalnih sadrzaja
(109,110). Istrazivanja takoder ukazuju kako
predispoziciju za razvoj PTSP-a mozZemo po-
traziti i u premorbidnoj abnormalnoj strukturi
i funkciji dACK-a (111,112), kao i u abnormal-
noj povezanosti amigdala i dACK-a (113,114).
Naposlijetku, Hendlerova i Admon (115) impli-
ciraju kako je premorbidna osjetljivost na stres
u osoba s PTSP-om potencijalno posredovana
pretjeranom produkcijom emocije straha kao i
disfunkcionalnom regulacijom straha u nastan-

ku ovog poremecaja.

Sto se genetskih istrazivanja ti¢e, zna¢ajan
utjecaj genetskih faktora utvrden je u studi-
jama monozigotnih i dizigotnih blizanaca te
objasnjava gotovo 30 % varijance glavnih ka-
tegorija simptoma PTSP-a (116,117). Velika
studija blizanaca veterana vijetnamskog rata
utvrdila je kako 38 % genetske varijance dopri-
nosi i pani¢nom poremecaju i PTSP-u, dok je
dodatnih 14 % genetskog doprinosa bilo speci-
fi¢cno za PTSP (118).

Glavna premisa istrazivanja hormonskih utje-

caja odnosila se na to da postoji vjerojatnost

in brain damage (e.g. decreased volume of the
hippocampus), which is then manifested in
functional deficits of verbal memory (107). For
a certain time, there was also a presumption of
significant correlation between the volume of
the hippocampus and the expression of post-
traumatic reactions. However, the conclusion
of a study by Gilbertson and associates (108)
in which 40 male monozygotic twins were
studied against different Vietnam War trau-
mas showed different results. Namely, trauma
non-exposed, lower hippocampal volume was
a pre-traumatic risk factor, rather than its re-
duced volume being the result of a traumatic
event or PTSD (108). It seems that the same
pattern can be observed in the increased acti-
vation of the dorsal anterior cingulate cortex
(dACC) in PTSD individuals. Namely, the study
of the twin descendants of people with PTSD
has shown that prior to the stressor exposure,
the children of these persons showed elevated
activation of this cerebral region important for
the processing of emotional content (109,110).
Research also suggests that the predisposition
to developing PTSD can be found in the pre-
morbid abnormal structure and function of
dACK (111,112), as well as in the abnormal
communication between the amygdala and
dACK (113,114). Ultimately, Hendler and Ad-
mon (115) imply that premorbid stress sensi-
tivity in PTSD patients is potentially mediated
by excessive fear production as well as dysfunc-
tional regulation of fear in the onset of this dis-
order. As far as genetic research is concerned,
significant influence of genetic factors has
been established in monozygotic and dizygot-
ic twin studies and explains nearly 30% of the
major groups of PTSD symptoms (116,117).
A large study of twin Vietnam veterans found
that 38% of genetic variance contributed to
panic disorder and PTSD, while an additional
14% of genetic contributions were specific to
PTSD (118). The main premise of research on
hormonal effects was that there is a likelihood

that long-term stress hormone delivery caus-
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kako dugotrajno lu¢enje hormona stresa uzro-
kuje promjene u mozdanoj fiziologiji pa ¢ak i
anatomiji mozga, odnosno pokusalo se utvrditi
postoje li ikakve promjene takve vrste specifié-
ne za PTSP te jesu li faktor rizika ili su posljedi-
ca traumatskog dogadaja, odnosno poremecaja.
Sredi$nji element ovog pitanja ¢inili su nalazi
studija hipotalamo-pituitarno-adrenalne osi
(HPA os) koja kontrolira lu¢enje hormona, po-
sebice kortizola zbog suo¢avanja sa stresorima.
Tocnije, studije su se bavile utvrdivanjem osla-
bljivanja lu¢enja kortizola odnosno otupljivanja
funkcije HPA osi zbog ponavljanog izlaganja
traumatskim dogadajima. Naime, nekolicina
studija utvrdila je kako su razine kortizola ne-
posredno nakon traume niZe u pojedinaca koji
kasnije razvijaju PTSP (119,120). Nadalje, dok
je razina kortizola bila poviSena u osoba Zrtvi
prvog seksualnog napada, oslabljeno lu¢enje
kortizola zamijeceno je u Zrtava visestrukih
seksualnih napada (121). Razine kortizola bile
su manje u veterana s aktualnom dijagnozom
PTSP-a od onih koji vise nemaju tu dijagnozu
(122). Iz toga je proizasao zaklju¢ak kako po-
stoji moguénost kako ponavljanje traume uzro-
kuje senzitizaciju na podraZzaje te pretjeranu
aktivaciju sustava povezanih s tjelesnom pobu-
denoscu $to dugoroéno dovodi do iscrpljivanja
sustava hormonskih odgovora. S druge strane,
mozda se radi o faktoru rizika koji se o¢ituje u
neadekvatnoj mogu¢nosti davanja hormonskog
odgovora na traumu, bududi da novije studije
ovoga podrudja ukazuju kako nema povezano-
sti izmedu razina kortizola i osoba s PTSP-om
(123).

IstraZivanja psihofizioloskih obrazaca pove-
zanih s PTSP-om utvrdila su kako su pojac¢ani
sréani puls, plasljive reakcije te generalizirane
reakcije na podraZaje s izostankom navikavanja
Cesti korelati PTSP-a (124,125). Studija mono-
zigotnih parova Orra i suradnika (126) poka-
zala je kako pojacani sréani puls u odgovoru
na zastra$ujudi podrazaj nije faktor rizika, veé

znak koji nastaje nakon razvoja PTSP-a. Istra-

es changes in brain physiology and even brain
anatomy. That is, it was attempted to establish
whether any changes of these patterns exist
that are specific to PTSD and whether they are
a risk factor or a consequence of a traumatic
event. The central element of this question pre-
sented the findings of the HPA axis studies, in
which the secretion of hormones due to stress-
ors, particularly cortisol, is controlled. Specif-
ically, the studies focused on the weakening
of cortisol secretion or the HPA axis function
numbing due to repeated exposure to trau-
matic events. Specifically, several studies have
determined that cortisol levels immediately af-
ter trauma are lower in individuals who subse-
quently develop PTSD (119,120). Furthermore,
while the cortisol level was elevated in victims
of the first sexual assault, impaired cortisol el-
evation was observed in multiple sexual assault
victims (121). Cortisol levels were lower in vet-
erans with current PTSD diagnosis than those
who no longer have this diagnosis (122). The
authors came to the conclusion that there is a
possibility that repeated trauma experiences
cause sensitization to stimuli and excessive ac-
tivation of the system associated with physical
excitement which in the long run leads to the
exhaustion of the hormonal response system.
On the other hand, this may also present a risk
factor that is reflected in the inadequate abili-
ty to provide a hormonal response to trauma
since recent studies in this area suggest there
is no correlation between cortisol levels and
PTSD (123).

The research findings on PTSD-related psy-
cho-physiological patterns showed that in-
creased heart rate, startle reactions, and
generalized reactions without habituation to
stimuli often correlate with PTSD (124,125).
The study of monozygotic twins of Orr and as-
sociates (126) showed that an increased heart
rate in response to a fearful stimulus is not a
risk factor, but a sign that arises after the de-

velopment of PTSD. Research by Keane et al.
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zivanje Keanea i suradnika (127) pokazalo je
pak kako trec¢ina osoba s PTSP-om ne pokazuje
nikakav specifi¢an obrazac psihofizioloskog od-
govora na znakove traume, §to je podrzanoiu

nekim drugim studijama (128).

Iz cjelokupne istraZivacke grade opisane unu-
tar ovog poglavlja moze se zakljuciti kako me-
dudjelovanje razli¢itih faktora rizika pogoduje
nastanku ovog poremecaja. To¢nije, proizlazi iz
interakcije razli¢itih osobina li¢nosti i strategija
suoavanja pojedinca, psihijatrijske povijesti i
komorbidnih stanja poput poremecaja li¢nosti,
vjerovanja i atribucija te biologkih faktora i so-
cijalnih okolnosti. Medutim, usprkos faktori-
ma njegova nastanka, ¢injenica je kako se ovaj
poremecaj nece odrzati jednako dugo u razlic¢i-
tih pojedinaca. Stoga je cilj sljedeceg odlomka
pruziti uvid u raznolike faktore koje dosadagnji
istrazivacki rad isti¢e vaznima za produljeno

trajanje, odnosno kroni¢ni tijek PTSP-a.

FAKTORI KRONICNOGA TIJEKA
POSTTRAUMATSKOG STRESNOG
POREMECAJA

Tijek PTSP-a moduliran je i razli¢itim psiho-
logkim i socijalnim faktorima. Nadalje, studije
biologije kroni¢nog tijeka PTSP-a impliciraju
promjene u senzitivnosti HPA-osi, potencijal-
no o$tecenje mozdanih struktura povezanih s
pamdenjem te obrazac poja¢anog psihofiziolos-
kog odgovora na stresore. Medutim, istrazivaéi
ovog podrudja nerijetko naglasavaju poteskoce
odredivanja radi li se o premorbidnim defici-
tima ili rezultatom perzistiraju¢ih simptoma
ovog poremecaja. Nadalje, isticu potrebu za
veéom koli¢inom longitudinalnih istrazivanja
koja bi se u $to adekvatnijoj mjeri pozabavila
ovim problemom. lako postoji relativno veliki
broj studija tijeka PTSP-a u smislu prevalenci-
je i kvantifikacije zastupljenosti ove dijagnoze
u vremenskom tijeku, manji ih se broj istra-
Zivao, pogotovo longitudinalnim pristupom,

povezanost razli¢itih faktora s tijekom samog

(127) showed that a third of PTSD individu-
als show no specific pattern of psychophysi-
cal response to signs of trauma, which is also
supported in some other studies (128). From
the overall research material described in this
chapter, one can conclude that the interaction
of different risk factors favours the emergence
of this disorder. Specifically, it stems from the
interaction of different personality traits and
coping strategies of an individual, psychiatric
history and comorbid states such as personal-
ity disorders, beliefs, and attributions as well
as biological factors and social circumstances.
However, despite the factors of its origin, the
fact is that this disorder will have a different
course both in length and intensity in different
individuals. Therefore, the aim of the next sec-
tion is to provide an insight into various factors
that the research has shown to be important

for the prolonged duration or chronic course
of PTSD.

FACTORS OF THE PTSD CHRONIC
COURSE DEVELOPMENT

The chronic course of PTSD is modulated by
various psychological and social factors. Fur-
thermore, the studies on the biology of chron-
ic PTSD imply changes in HPA axis sensitivity,
potentially impaired functions of memory-re-
lated brain structures, and a pattern of en-
hanced psychophysical response to stressors.
However, researchers in this area often em-
phasize the difficulty of differentiating be-
tween premorbid deficiencies and the results of
persistence of PTSD symptoms. Furthermore,
they emphasize the need for more longitudi-
nal research that would address the problem
more adequately. Although there is a relatively
large number of PTSD chronic course studies
in terms of prevalence and quantification of
this diagnosis over time, only a small number
of them have been investigating, especially by

longitudinal approach, the association of var-
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poremecaja. Sljededi odlomak sadrzi pregled
dosadasnjih spoznaja o tijeku ovog poremecaja

u podlozi razli¢itih vrsta traumatskih stresora.

Faktori razvoja kroni¢noga tijeka

Sto se kroni¢nog tijeka tice, u¢estalost simpto-
ma PTSP-a variraod 1 % (129) do 46 % (130) u
Zrtava prometnih nesreca 3-12 mjeseci nakon
nesrece. U studiji Korena i suradnika (131)
utvrdeno je kako otprilike 30 % ozlijedenih
Zrtava prometnih nesrec¢a ima PTSP i godinu

dana nakon nesrece.

Malo je studija koje su se sustavno bavile istra-
Zivanjem prirodnog tijeka PTSP-a i odrednica-
ma kroni¢nog tijeka ovog poremecaja. Kroni¢-
ni PTSP Cesto je registriran u Zrtava silovanja,
mucdenja, politickog nasilja, u izbjeglica i u
ratnih veterana (132,133). Nadalje, razli¢ita
istrazivanja, kao i razli¢ite vrste traumatskih
stresora pruzaju ponesto drugacije podatke o
zastupljenosti ovog poremecaja tijekom vreme-
na. Tako prospektivna studija na australskim
vatrogascima pokazuje kako 29 mjeseci nakon
sudjelovanja u velikom §umskom pozaru 30 %
i dalje zadovoljava kriterije za prisutnost po-
remecaja, dok 14 godina nakon velike poplave
u Buffalu 28 % prezivjelih i dalje nije postiglo
remisiju (54,134). Nadalje, 19 godina nakon
izlozenosti ratnim bitkama 15 % vijetnamskih
veterana jo$ uvijek je imalo PTSP (54), dok je
10 % Zrtava prometnih nesrec¢a imalo PTSP i3
godine nakon nezgode (131). Opcenito, $to se
tijeka ovog poremecaja tice, istrazivanja uka-
zuju multifaktorski model longitudinalnog ti-
jeka ovog poremecaja s razli¢itim ishodima u
ovisnosti o mnogobrojnim pre-, peri- i posttra-
umatskim faktorima rizika poput kognitivnog
stila, strategija suo¢avanja, socijalne potpore i
mnogih drugih koji potencijalno odreduju nje-
gov kroni¢ni tijek.

Simptomi PTSP-a brze se povlace tijekom prve

godine, a kasnije je povlacenje postupno (53).

Kronicitet ovog poremecaja olaksan je fakto-

ious factors with the disorder itself. The next
section presents an overview of the current
knowledge about the different types of trau-
matic stressors underlying the chronic course
of this disorder.

The PTSD chronic course factors

As far as PTSD chronic course is concerned,
the frequency of PTSD symptoms varies from
1% (129) to 46% (130) in car accident victims
3-12 months post-accident. The study of Koren
et al. (131) showed that about 30% of injured
victims of traffic accidents had PTSD one year
after the event. There have been a few stud-
ies that have systematically investigated the
chronic course of this disorder. Chronic PTSD
is often registered in victims of rape, torture,
political violence, refugees, and war veterans
(132,133). Furthermore, different research,
as well as various types of traumatic stress-
ors, provide somewhat different information
on the presence of this disorder over time. A
prospective study on Australian firefighters
showed that 29 months after participating in
alarge forest fire, 30% of participants still met
the criteria for the presence of the disorder,
while 14 years after the major flood in Buffalo,
28% of survivors still didn’t achieve remission
(134,54). Furthermore, 19 years after exposure
to war combat, 15% of Vietnamese veterans
still had PTSD (54), while 10% of victims of
traffic accidents had PTSD even 3 years after
the accident (131). Generally, concerning the
course of this disorder, research suggests a
multifactorial model of a longitudinal course of
this disorder with different outcomes depend-
ing on many pre- and posttraumatic risk fac-
tors such as cognitive styles, coping strategies,
social support, and many others potentially de-
termining its chronic course. PTSD symptoms
diminish faster during the first year and later
retreat gradually (53). The chronicity of this
disorder is facilitated by factors such as high

intensity traumatic experiences (e.g. concen-
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rima poput traumatskog iskustva visokog in-
tenziteta (npr. koncentracijski logori), otprije
postojedim anksioznim poremecajima i pore-
mecajima raspolozenja, socijalnim otudenjem,
veéim brojem prvotnih simptoma PTSP-a, Zen-
skim rodom, poja¢anom otupjelo§cu ili pobude-
no§c¢u kao reakcijom na stresor te komorbid-
nim zdravstvenim bolestima (27). Perkonigg i
suradnici (129) u svojoj prospektivnoj longitu-
dinalnoj studiji zajednice pokusali su utvrditi
po ¢emu se skupine potpune remisije razlikuju
od skupine kod koje je zabiljeZzen kronié¢ni ti-
jek PTSP-a. Utvrdili su kako je iskustvo novog
traumatskog dogadaja u razdoblju izmedu dva
mjerenja najvise razlikovalo ove dvije skupine.
Nadalje, kada su iz uzorka izuzete ove retrau-
matizirane osobe, prediktorima kroniciteta po-
kazali su se vedi broj izbjegavajucih ponasanja
te simptoma PTSP-a te manja stopa percipirane
samokompetentnosti i traZenja pomod¢i u slu-
¢aju kroni¢ne slike PTSP-a. Kroni¢ni je tijek ta-
koder povezan s neposrednom akutnom reak-
cijom na stres, primjerice u obliku pojacane psi-
homotorne napetosti (136). U studiji Davisona
isuradnika (132) kroni¢ni PTSP bio je povezan
sa smanjenom socijalnom podrskom, ve¢om
zastupljeno§céu simptoma socijalne fobije kao i
vecom stopom izbjegavajuc¢ih ponasanja. Zlot-
nick i suradnici (137) izvje§tavaju kako su tra-
uma u odrasloj dobi kao i alkoholizam takoder
povezani s nizim stopama remisije. Veliki broj
studija kroni¢nog tijeka PTSP-a usredotocio se
na istrazivanja razli¢itih kognitivnih faktora u
podlozi izostanka remisije ovog poremecaja iz
kojih je proizasla i kognitivna teorija kroni¢nog
tijeka PTSP-a.

Kognitivni mehanizmi i obrada
informacija

Perzistiranje simptoma PTSP-a u podskupi-
ni osoba koje su prezivjele traumu obja$njava
se putem ¢imbenika poput nepotpune emo-
cionalne obrade (138) i disfunkcijske obrade

informacija traumatskih sjec¢anja (139). Na-

tration camps), pre-existing anxiety disorders
and mood disorders, social alienation, multiple
initial symptoms of PTSD, female genital muti-
lation, increased numbness or excitement as a
stressor response, and comorbid health illness-
es (27). The prospective longitudinal commu-
nity study of Perkonigg et al. (129) attempted
to determine distinguished the groups that
achieved complete remission from the groups
that had a chronic PTSD. They found that the
experience of a new traumatic event in the pe-
riod between the two measurements contrib-
uted the most to explaining the differences be-
tween these two groups. Furthermore, when
these retraumatised individuals were excluded
from the sample, predictors of chronicity be-
came a greater number of avoidance behaviours
and PTSD symptoms, and a lower rate of per-
ceived self-competency and seeking assistance
in individuals with chronic PTSD. The chron-
ic course is also associated with an immedi-
ate acute stress response, for example in the
form of increased psychomotor tension (136).
In the study of Davison et al., (132) chronic
PTSD was associated with reduced social sup-
port, greater manifestation of the symptoms
of social phobia, and higher rates of avoidance
behaviour. Zlotnick et al. (137) reported that
adult traumas and alcoholism are also associat-
ed with lower remission rates. A great number
of chronic PTSD studies have focused on the
research of various cognitive factors that pre-
vented remission of its symptoms. The findings
from these studies presented later a basis for
the cognitive theory of PTSD.

Cognitive mechanisms and
information processing

The persistence of PTSD symptoms in the sub-
group of traumatic-event survivors is explained
by factors such as incomplete processing of
emotional stimuli (138) and dysfunctional
processing of traumatic memory information
(139). Furthermore, Rachman (138) completes
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dalje, Rachman (138) nadopunjava koncept
emocijske obrade naglasavajuéi vaznost ko-
gnitivnih mehanizama u emocijskoj obradi.
Ovaj obnovljeni fokus na individualne razlike
u progjeni i sje¢anja na traumu potencijalno
pomaze objasniti suprotstavljene nalaze rani-
jih istrazivanja o ulogama akutnih intruzija i
simptoma izbjegavanja kao prediktora PTSP-a
(139). Naime, simptomi akutnih intruzija po-
vezivani su s uspje$nim oporavkom od trau-
me, jer su intruzije bile videne pokazateljima
emocionalne obrade (140), dok su druge studije
otkrile kako su visoke razine akutnih intruzija
prediktori slabijeg oporavka (142). Cini se da
kognitivna teorija nudi moguce rjeSenje ovih
naizgled proturje¢nih nalaza upuéujuéi na to
da simptomi PTSP-a perzistiraju kada poje-
dinci procesiraju traumu na nacin da dovodi
do osjecaja intenzivne i neposredne prijetnje
(143). Taj osjecaj prijetnje uvelike je potaknut
negativnim procjenama i slabijom razradom i
kontekstualizacijom kognitivne reprezentacije
traume (143). Promjene u negativnim procje-
nama i sje¢anjima na traumu obi¢no su spri-
jeCene zbog nastojanja pojedinca da primijeni
niz zagtitnih mehanizama i procesa kako bi
se izbjegli bilo kakvi podsjetnici na traumat-
ski dogadaj (142). Perzistentno visoke razine
izbjegavaju¢ih simptoma obi¢no se zamjecuju
kod nekih traumatiziranih pojedinaca tijekom
vremena (144) te mogu ukazivati na smanjenu
sposobnost asimilacije i potpune emocionalne

obrade traumatskog dogadaja (138).

Atribucijski stilovi

Druga vrsta kognitivnih faktora koja doprinosi
objasnjavanju kroni¢nog tijeka PTSP-a proizla-
zi iz istrazivanja atribucijskih stilova i lokusa
kontrole traumatiziranih osoba. To¢nije, mno-
go dokaza pokazuje da prihvacanje vlastite
krivnje (povezano vjerovanjima u unutarnji
lokus kontrole) smanjuje rizik za nastanak
PTSP-a. Prihvadanje ,umjerene krivnje® po-

vezano je s najznacajnijim pobolj$anjem zbog

the concept of emotional processing by em-
phasizing the importance of cognitive mech-
anisms in processing emotional information.
This renewed focus on individual differences
in appraisals and trauma memories potentially
helps in explaining the controversial findings of
earlier research on the role of acute intrusions
and avoidance symptoms as PTSD predictors
(139). Namely, the symptoms of acute intru-
sions were linked to successful trauma recovery
because intrusions were seen as indicators of
emotional processing (140), while other stud-
ies found that high levels of acute intrusions
predicted poorer recovery (142). Cognitive the-
ory seems to offer a possible solution to these
seemingly contradictory findings suggesting
that PTSD symptoms persist when individuals
process trauma in a way that leads to a sense of
intense and immediate threat (143). This sense
of threat is greatly stimulated by an individual’s
negative appraisals and the weaker elaboration
and contextualization of traumatic cognitive
representations (143). Changes in negative
appraisals and memories of trauma are usually
prevented by the effort of an individual to ap-
ply a series of protective mechanisms and pro-
cesses to avoid any reminders of a traumatic
event (142). Persistent high levels of avoidance
symptoms are commonly observed in some
traumatized individuals over time (144) and
may indicate reduced ability to assimilate and
complete emotional treatment of a traumatic
event (138).

Attributional styles

Another type of cognitive factor that contrib-
utes to the explanation of chronic PTSD arises
as a result of the research on attributional styles
and locus of control of traumatized individu-
als. Specifically, ample evidence suggests that
accepting one’s own guilt (linked to beliefs in
the internal locus of control) reduces the risk of
PTSD. Acceptance of “moderate guilt” is asso-

ciated with the most significant improvement
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lije¢enja 225 veterana s PTSP-om (145). Medu
osobama pracenima 6 i 12 mjeseci nakon tes-
ke prometne nesrece, oni koji i dalje pokazuju
simptome PTSP-a bili su oni koji su pripisivali
vise od polovice krivnje drugima (146). Sli¢ni
rezultati dobiveni su u drugom uzorku u ko-
jem je samookrivljavanje bilo povezano s ma-
njim intenzitetom prvotnih simptoma i brzim
oporavkom (147). Izvanjska atribucija krivnje
nakon teske ozljede glave takoder je povezana
s vecom tezinom simptoma PTSP-a u opseznoj
Studiji zajednice Velike Britanije (Great Brita-
in Community Survey) (148). Medutim, nalazi
daljnjih istrazivanja ukazivali su na kompek-
sniji odgovor na pitanje je li samookrivljavanje
ili vanjska atribucija krivnje vedi rizik za razvoj
PTSP-a ostavljajuéi otvorenom mogucnost da
su ta uvjerenja u interakciji s vrstom traumat-
skog dogadaja. Kada su pojedinci s internalnim
lokusom kontrole suoceni s osobito teskim is-
hodima, njihovo je blagostanje znacajnije naru-
geno (149). Nadalje, u slu¢aju PTSP-a nastalog
u odgovoru na traumatsko iskustvo silovanja,
samookrivljavanje, olak$ano negativnim stavo-
vima socijalne okoline, povezano je s kroni¢nim
tijekom ovog poremecaja te duzim oporavkom
(150,151). Pesimisti¢an atribucijski stil, koji
se olituje stabilnom i globalnom unutarnjom
atribucijom uzroka za negativne dogadaje, po-
vezan je s depresijom (152). Ovakav je stil ta-
koder bio povezan s PTSP-om u veterana (153)
te u adolescenata nakon katastrofa (154). Va-
lidacijska studija inventara posttraumatskih
kognicija utvrdila je samookrivljavanje jednim
od tri faktora koji uspjesno identificiraju PTSP,
zajedno s negativnim mislima o sebi i svijetu
(155). Vedi intenzitet simptoma PTSP-a tipi-
¢an za zene potencijalna je posljedica poveca-
nog samookrivljavanja (156). Na osnovi svih
ovih nalaza istraZivaéi su predlozili potenci-
jalno objasnjenje suprotstavljenih nalaza o
pripisivanju odgovornosti i PTSP-a. Moguce
je da uvjerenja o unutarnjem lokusu kontro-
le, ué¢inkovita u sirokom rasponu situacija u

normalnim uvjetima, funkcioniraju drugadije

due to the treatment in 225 veterans with PTSD
(145). Among those observed 6 and 12 months
after a severe traffic accident, those who still ex-
hibit PTSD symptoms were those who attribut-
ed more than half of the blame to others (146).
Similar results were obtained in another sample
in which self-blame was associated with lower
intensity of initial symptoms and faster recov-
ery (147). Excess attribution of guilt after severe
head injury is also associated with more severe
PTSD symptoms in the Great Britain Communi-
ty Survey (148). However, further research has
suggested a more rational answer to the ques-
tion whether self-blame or external attribution
of guilt poses a higher risk for PTSD develop-
ment, leaving an open chance for these beliefs to
interact with the type of traumatic event. When
individuals with internal locus of control are
faced with particularly difficult outcomes, their
welfare is significantly impaired (149). Further-
more, in the case of PTSD resulting from trau-
matic rape experience, self-blame, facilitated by
negative attitudes of the social environment, is
associated with a chronic course of this disorder
and longer recovery (150,151). The pessimistic
attributional style, which is manifested as a sta-
ble and global internal attribution of causes for
adverse events, is associated with depression
(152). This style was also associated with PTSD
in veterans (153) and adolescents after disasters
(154). The validation study of The Posttraumatic
Cognition Inventory has determined self-blame
as one of three factors that successfully identify
PTSD, along with negative thoughts about one-
self and the world (155). The increased inten-
sity of PTSD symptoms typical for the female
gender is a potential consequence of increased
self-blame (156). Based on all of these findings,
researchers have suggested a potential expla-
nation of various conflicting findings regarding
attributional styles and PTSD. It is possible that
beliefs about the internal locus of control, ef-
fective in a wide range of situations under nor-
mal conditions, work differently under extreme

conditions. It is possible that in their core lies a
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u ekstremnim uvjetima. U podlozi njih mozda
leZi globalna osobina koja je sposobnost poje-
dinca da prepozna uvjete pod kojima je unu-
tarnja atribucija odgovornosti prikladna, i one
u kojima nije. Janoff-Bulman (157) smatra da
su pojedinci u najveé¢em riziku od poremecaja
vezanih uz traumu oni ¢ija su uobi¢ajena uvje-
renja i pretpostavke o sebi ili svijetu ,razdrma-
na“ traumatskim dogadajem. Ova pretpostavka
ukazuje da krhkost uvjerenja moze biti dublji
faktor rizika te postoje neki empirijski dokazi
koji to i podrzavaju. Medu Zrtvama silovanja,
napadi u percipiranom sigurnom okruZenju
doveli su do tezih simptoma PTSP-a od napada
u procijenjenim opasnim okruzenjima (158).
Prema Bowmanu i Yehudi (89), na neki nadin,
¢ini se da je razbijanje vjerovanja u sigurnost
okruzenja dodatni faktor rizika za PTSP. Cini se
kako vjerovanja o pravednosti svijeta, osobnoj
ucinkovitosti i sigurnosti te unutarnjem lokusu
kontrole, funkcioniraju kao faktori rizika kada
ih se osoba rigidno pridrZzava unato¢ dogada-
ju koji snazno ukazuje na suprotno. Isto tako,
fleksibilnije prihvacanje ideje da neki dogadaji
nisu u skladu s vjerovanjima jedna je od stra-
tegija koja potencijalno pruza zastitu kada je
osoba suocena s traumom visokog intenziteta.
Moguce je kako je rigidnost samog vjerovanja,
vise nego bilo koje specifi¢no vjerovanje, naj-
vazniji kognitivni faktor rizika za razvoj kro-
ni¢nog PTSP-a (89).

Samoefikasnost

Osim vjerovanja i pripisivanja uzro¢nosti per-
cipirana samoefikasnost konstrukt je koji se
pokazao povezanim sa simptomima PTSP-a.
Ovaj se konstrukt odnosi na vjerovanja u vla-
stite sposobnosti organizacije i izvr$avanja
slijeda radnji potrebnih za izvrSenje nekog
zadatka ili aktivnosti. Istrazivanje Ginzburga
i suradnika (159) pokazalo je kako veterani s
kroni¢nim PTSP-om pokazuju zna¢ajno manji
stupanj percipirane samoefikasnosti od odli-

kovanih veterana koji nisu razvili poremecaj.

global feature that represents the ability of an
individual to recognize the conditions under
which the internal attribution of responsibili-
ty is appropriate, and those in which it is not.
Janoff-Bulman (157) suggests that individuals
at the greatest risk of traumatic disorders are
those whose common beliefs and assumptions
about themselves or the world are “disrupted”
by a traumatic event. This assumption suggests
that the fragility of one’s belief can be a deeper
risk factor and there is some empirical evidence
to support this. Among rape victims, attacks in
a perceived safe environment led to more severe
PTSD symptoms than attacks in estimated dan-
gerous environments (158). According to Bow-
man and Yehuda (89), in some ways, breaking
the belief in the safety of one’s environment is
an additional risk factor for PTSD. It seems that
beliefs about the fairness of the world, person-
al efficacy and safety, and the internal locus of
control, work as risk factors when a person is
rigidly adhered to them, despite an event that
strongly suggests the opposite. Likewise, the
more flexible acceptance of the idea that some
events are not consistent with one’s beliefs is
one of the strategies that potentially provide
protection when a person faces a high-intensi-
ty trauma. It is possible that the rigidity of the
belief, more than any specific belief itself, is the
most important cognitive risk factor for the de-
velopment of chronic PTSD (89).

Self-efficacy

In addition to an individual’s beliefs and at-
tributions of causality, perceived self-efficacy
presents a construct that appears to be associ-
ated with the symptoms of chronic PTSD. This
construct relates to beliefs in one’s own organ-
izational abilities and the execution of the se-
quence of actions required to carry out a task or
activity. The research of Ginzburg and associates
(159) showed that veterans with chronic PTSD
showed a significantly lower degree of self-effi-

cacy than veterans who received war medals and
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Ovi su ispitanici pokazivali manju tendenciju
od odlikovanih suboraca da pripi§u neuspjeh i
uspjeh unutranjim faktorima te vecu tenden-
ciju pripisivanja neuspjeha nekontrolabilnim
i stabilnim faktorima, $to je konzistentno s
prethodnim istrazivanjima (160,161). Kroni¢ni
PTSP bio je povezan s losijim funkcioniranjem
na bojistu pri éemu autori ponovo naglasavaju
problematiku uzro¢no-posljedi¢ne povezanosti
pri interpretaciji ovih nalaza (159). Veterani s
kroni¢nim PTSP-om su takoder imali slabiji
stupanj obrazovanja od suboraca bez PTSP-a
te odlikovanih suboraca. Autori ukazuju na
moguénost kako obrazovanje pomaZe razvoju
osobina vaznih za suocavanje i prilagodbu po-
put osjecaja koherentnosti i samopouzdanja
koji su se pokazali povezani s obrazovanjem i
sposobnostima prilagodbe (160,161). Faktor
dodatnih komplikacija pri oporavku od PTSP-a
¢ini i nerijetka istovremena pojavnost i drugih
psihijatrijskih dijagnoza u pojedinca s ovim
poremecajem, o ¢emu Ce biti govora u iducem

odlomku.

Komorbiditet kao faktor
odrZzavanja kroni¢noga tijeka
PTSP-a

Nekoliko je studija utvrdilo kako je klini¢ka de-
presija jedan od faktora koji imaju utjecaj na
tijek i lije¢enje PTSP-a (164). Bryant i suradnici
(165) utvrdili su, primjerice, kako su osobe s
PTSP-om koje su vremenom odustale od KBT-a
imale izraZenije simptome depresije od osoba
koje su tretman privele kraju. Sli¢ne nalaze
utvrdili sui McDonagh i sur. (166), no i Stein,
Dickstein, Schuster, Litz i Resnick (167) koji su
utvrdili i viu pocetnu razinu autonomne po-
budenosti u osoba s PTSP-om koje nisu poka-
zivale poboljsanje stanja zbog KBT tretmana.
Medutim, samo pitanje komorbiditeta i tijeka
oporavka od PTSP-a o¢ito zahtijeva podrobni-
ju istrazivacku provjeru. Na potonje upucuju
nalazi istrazivanja koja nisu utvrdila znacajne

veze izmedu simptoma velikog depresivnog po-

did not develop the disorder. These respondents
showed a lesser tendency to attribute either fail-
ure or success to internal factors and a greater
tendency to attribute failure to non-controlla-
ble and stable factors than participants with-
out PTSD, consistent with previous research
(160,161). Chronic PTSD was associated with
inferior functioning on the battlefield, where
authors again emphasize the cause-and-effect
relationship in the interpretation of these find-
ings (159). Veterans with chronic PTSD also had
alower level of education from non-PTSD veter-
ans and veterans who received war medals. The
authors suggest the possibility that education
helps to develop features that are important
for coping and adaptation, such as feelings of
coherence and self-confidence that have shown
to be related to education and adaptation skills
(160,161). The simultaneous occurrence of oth-
er psychiatric diagnoses in individuals with this
disorder presents another factor of potential ad-
ditional complications in PTSP recovery, which

will be discussed in the next section.

Comorbidity as a factor for
maintenance of chronic PTSD

Several studies have established that clinical
depression is one of the factors influencing the
course and the treatment of PTSD (164). Bryant
et al. (165) found, for example, that persons with
PTSD who eventually dropped out of CBT had
more pronounced symptoms of depression than
the treatment recipients who endured the thera-
py to the planned end. Similar findings have been
found by McDonagh et al. (166), however, Stein,
Dickstein, Schuster, Litz, and Resnick (167) also
found a higher initial autonomic arousal levels in
PTSD patients who did not show improvement
post-CBT. The issue of comorbidity and the re-
covery process from PTSD obviously requires
more detailed research. The latter is indicated
by research findings that have not established
significant links between the symptoms of ma-

jor depressive disorder and the course of PTSD
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remecaja i tijeka PTSP-a (168-170). Istrazivanje
Gillespiea i suradnika (171) utvrdilo je kako de-
presija, alkoholizam te pani¢ni poremeéaj nisu
povezani s manje uspje$nim ishodima lije¢enja
osoba s PTSP-om. Medutim, stanje osoba s ko-
morbidnim smetnjama zahtijevalo je veéi broj
susreta u okviru terapije za postizanje slicnoga
uspjeha kao s osobama bez komorbidnih smet-
nji. Na osnovi opisanoga, o¢iglednom se isti¢e
drudja, posebice za nacrtima koji bi utvrdvali
medijatore odnosa izmedu komorbiditeta i te-

rapijskog napretka u osoba s PTSP-om.

Socijalna podrska

Jedan od faktora koji je takoder istraZivan u
kontekstu tijeka oporavka od PTSP-a je i uloga
razli¢itih aspekata socijalne podrske. Istraziva-
nje Klarica i suradnika (172) na uzorku trauma-
tiziranih mostarskih Zena pokazalo je kako je
percipirana socijalna podrska prijatelja i radnih
kolega niZa nego u kontrolnog uzorka. Ova vr-
sta socijalne podrske pokazala se ja¢im zastit-
nim faktorom za sve razine intenziteta simp-
toma PTSP-a, ja¢im ¢ak i od obiteljske podrske.
Percipirane niske razine prijateljske podrske
pokazale su se jedinim znaéajnim prediktorom
simptoma PTSP-a (172). Andrews i suradnici
(173) istraZivali su rodne razlike u razli¢itim
aspektima percipirane socijalne pomoéi na
uzorku u mugkaraca i Zena Zrtava nasilnog na-
pada. Iako su pripadnici oba roda mjesec dana
nakon traume izvje§tavali o jednakim stupnje-
vima pozitivne podrske i zadovoljstva, Zene su
izvijestile o vi§im razinama negativnih reakci-
ja od obitelji i prijatelja koje su bile medijator
povezanosti roda i simptoma PTSP-a 6 mjeseci
nakon napada. Socijalna podrska pri povratku
s rata i aktualna socijalna podrska pokazali su
se faktorima zastite i/ili ublazavanja simptoma
kroni¢nog PTSP-a dok ostala istrazivanja uka-
zuju na ulogu socijalne podrske kao zastitnog
faktora u prevenciji nastanka PTSP ili ublaza-

vanju postojecih simptoma (174,175). Naposli-

(168-170). Research by Gillespie et al. (171)
found that depression, alcoholism, and panic
disorder were not associated with less success-
ful outcome of PTSD treatment. However, the
condition of people with comorbid dysfunction
required a greater number of treatments within
a therapy to achieve similar success as in individ-
uals without comorbid disorders. Based on the
above, the need for more thorough research in
this area is evident, especially for designs that
would determine mediators of the relationship
between comorbidity and therapeutic progress
in individuals with PTSD.

Social support

One of the factors that has also been explored
in the context of the PTSD recovery process is
the role of various aspects of social support. The
research of Klari¢ and his associates (172) on a
sample of traumatized Bosnian women from the
city of Mostar showed that these women per-
ceived lower levels of social support by friends
and work colleagues than the comparison group.
This type of social support has been shown to be
a stronger protective factor for all levels of PTSD
symptom intensities, even stronger than family
support. Perceived low levels of support from
friends have proved to be the only significant
predictor of PTSD symptoms (172). Andrews
et al. (173) investigated gender differences in
different aspects of perceived social support on
a sample of male and female victims of violent
assaults. Although members of both genders
reported a degree of positive support and social
support satisfaction after the trauma, women
reported higher levels of negative reactions
from family and friends that mediated gender
related PTSD symptoms 6 months after the at-
tacks. Social support after the return from war
and current social support have been shown to
act as protective or mitigating factors of chron-
ic PTSD symptoms while other studies point to
the role of social support as a protective factor

in the prevention of PTSD or the alleviation of
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jetku, negativna usmjerenost socijalnoj mrezi
(engl. negative network orientation) definirana
negativnim stavovima i o¢ekivanjima pojedin-
ca o koristi socijalne podrske u suo¢avanju sa
stresom, povezana je s intenzitetom simptoma
PTSP te je u negativnoj povezanosti s percipi-

ranom socijalnom podrgkom (176).

Faktori socioekonomskog statusa

Na kraju, zanimljivo, jo§ nedovoljno istrazeno
podrugje u kontekstu trajanja simptoma PT-
SP-a, su istraZivanja uloge socioekonomskog
statusa traumatizirane osobe. To¢nije, uloge
parnilenja i trazenja odstete u ulvriéivanju
simptoma PTSP-a, pa ¢ak i njegovog kroni¢nog
oblika. Naime, stupanj u kojem na kroni¢ni
PTSP utjece parnilenje jo$ je uvijek predmet
rasprava u literaturi. Tradicionalni pogled,
koji se o¢ituje i u Millerovom pojmu ,neuroza
nezgode® (131), ukazuje na ulogu motivacije
i ponavljanja traumatskog iskustva za sudske
sporove u formiranju PTSP-a. Ipak, nedavne
studije koje su ispitivale ovu hipotezu daju
oprecne rezultate. Dok su neki otkrili vezu iz-
medu parnice i PTSP-a (177,178) drugi nisu po-
tvrdili takav odnos (16) kao ni izmedu nagodbe

inaknade i oporavka (179).

Kao $to je spomenuto u uvodu, tri su osnov-
ne hipoteze koje se odnose na opazene razlike
u izraZenosti simptoma PTSP-a u osoba koje
traZe financijsku dobit od onih koji ju ne traze.
Jedna od hipoteza odnosi se na pretpostavku
o stvarnom stvarne narusenosti funkcioniranja
(disability hypothesis). Druga hipoteza je pret-
postavka traZenja financijske dobiti (finantial
gain hypothesis). Kao $to ime predlaze ova hi-
poteza se odnosi na pretpostavku kako osobe s
ovim poremecajem pretjeruju prigodom iskaza
o svojim simptomima kako bi maksimizirali fi-
nancijsku dobit. Ova je hipoteza najvise istraZi-
vana pri ¢emu vecina istrazivanja upuéuje kako
petina sudionika obi¢no pokazuje profile na di-

jagnosti¢koj ljestvici MMPI-2 koji ukazuju na

existing symptoms (174,175). In the end, nega-
tive network orientation, defined through nega-
tive attitudes and expectations of the individual
on the benefits of social support in dealing with
stress, is associated with higher intensities of
PTSD symptoms and is negatively associated

with perceived social support (176).

Factors of socioeconomic status

Finally, an interesting, still insufficiently ex-
plored area in the context of the duration of
PTSD symptoms, refers to the role of socioec-
onomic status of a traumatized person. Specif-
ically, the role of litigation and compensation
seeking in alleviating the symptoms of PTSD
and even its chronic forms. Namely, the degree
to which chronic PTSD is affected by litigation
is still a subject of discussion in literature. The
traditional view, also expressed in Miller’s con-
cept of “accident neurosis” (131), suggests the
role of motivation and repetition of traumatic
experience during court disputes in the forma-
tion of PTSD, although recent studies that have
been examining this hypothesis give contradic-
tory results. The relationship between litigation
and PTSD (177,178) did not confirm such a
relationship (16) nor the relation between set-
tlement and compensation and PTSD recov-
ery (179). As mentioned in the introduction,
there are three basic hypotheses that relate to
the observed differences in the expression of
PTSD symptoms in people seeking financial
gain from those who do not seek it. The first
hypothesis refers to the assumption of the
presence of actual disability in individuals with
PTSD (disability hypothesis). The second refers
to the assumption of one’s financial gain (finan-
cial gain hypothesis). As the name suggests,
this hypothesis refers to the assumption that
people with this disorder exaggerate when they
report their symptoms to maximize their finan-
cial gain. This hypothesis is the most explored
one, with most studies suggesting that a fifth

of the participants usually show profiles on the

D. Curzik: Posttraumatic Stress Disorder Risk and Chronic Course Factors: a Review of Current Findings.

Soc. psihijat. Vol. 47 (2019) No. 1, p. 51-85.

77



78

ekstremne rezultate na kontrolnim ljestvicama
koje ukazuju na pretjerivanje u opisu izrazeno-
sti simptoma (22). Posljednja pretpostavka od-
nosi se na hipotezu pojacanoga stresa (the stress
hypothesis). Navedena pretpostavka odnosi se
na pojacavanje simptoma PTSP-a kako je po-
jedinac prisiljen ponovo proZivljavati razli¢ite
aspekte traumatskog iskustva prolazeéi kroz
postupke parnicenja. Posljednja hipoteza nije
znanstveno nikada direktno istraZena, no za-
sada postoje indirektni istrazivacki nalazi koji
impliciraju njezinu utemeljenost (180). Zani-
mljivi su i nalazi istraZivanja koji ukazuju kako
financijska dobit nije jedini razlog trazenja
kompenzacije. Za osobe s PTSP-om spomenu-
to predstavlja i odredenu simboliku koja se od-
nosi na priznanje vezano uz prozivljenu patnju
kao i odrjesenje od dozivljaja krivnje posebno
vezano uz zrtve seksualnog nasilja. Takoder,
utvrdeno je kako je visina pojedinéevih prihoda
Cesto povezana s dozivljajem manjeg znacenja
same financijske dobiti koja je rezultat parnice-

nja i obrnuto (181).

tora rizika za kronican tijek ovoga poremecaja

svakako su nuzni u buduénosti.

ZAKLJUCAK

PTSP je poremecaj ¢iji je nastanak uvjetovan
kompleksnom interakcijom biologkih, psiholos-
kih te socijalnih faktora koji odreduju reakciju
pojedinca. Dosada$nja istrazivanja izdvojila su
razli¢ite faktore rizika koji pogoduju nastanku
ovog poremecaja, a proizlaze iz interakcije ra-
zli¢itih osobina li¢nosti i strategija suoc¢avanja
pojedinca, psihijatrijske povijesti i komorbid-
nih stanja poput poremecaja li¢nosti, vjerova-
nja i atribucija te bioloskih faktora i socijalnih
okolnosti. lako su ova istraZivanja opterec¢ena
problematikom uzro¢no-posljedi¢ne poveza-
nosti, ¢ini se kako se ipak u nastanku PTSP-a
znadajnima isti¢u osobine poput neuroticizma

te genetskih nasljednih faktora, prethodna po-

MMPI-2 diagnostic scale that have extreme
results on control scales that indicate an ex-
aggeration in the description of symptoms ex-
pression (22). The last assumption refers to the
stress hypothesis. The aforesaid assumption re-
fers to the increase of the symptoms of PTSD as
an individual is forced to re-experience differ-
ent aspects of a traumatic experience through
litigation procedures. The last hypothesis has
never been directly researched empirically, but
there are indirect research findings that imply
its assumptions (180). Interestingly, there are
also research findings that indicate that finan-
cial gain is not the only reason for seeking com-
pensation. For individuals with PTSD, seeking
compensation also presents a certain symbol of
acknowledgment regarding the suffering expe-
rienced as well as the omission of guilt - espe-
cially related to the victims of sexual violence. It
has also been found that an individual’s income
is often negatively associated with estimations
of the significance of potential financial gain
from litigation and vice versa (181). Further
research with more elaborate designs of this
important risk factor for the chronic course of

PTSD is necessary in the future.

CONCLUSION

PTSD is a result of a complex interaction of bi-
ological, psychological and social factors that
determine an individual’s response. Present
research has identified a variety of risk factors
that favour the emergence of this disorder, re-
sulting from the interaction of different person-
ality traits and coping strategies of an individual,
psychiatric history and comorbid states such as
personality disorders, beliefs and attributions as
well as biological factors and social circumstanc-
es. Although these studies do not provide an an-
swer to the issue of causality, it seems that the
emergence of PTSP is significantly alleviated by
specific features such as neuroticism and genetic

heritability factors, the previous history of anx-
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vijest anksioznih poremecaja, odnosno osobine
poput povisene anksioznosti kao osobine li¢-
nosti te posebice anksiozna osjetljivost. Znacaj-
nima su se posebno pokazali kognitivni faktori
poput procjene dogadaja kao ugrozavajuceg;
vjerovanja o osobnoj ranjivosti; pokusaja pri-
pisivanja posebnog znacenja dogadaju te vjero-
vanja o koli¢ini osobne kontrole, a potencijalno
i kognitivni stil strepnje. Cini se kako faktori
rizika takoder proizlaze i iz stupnja intelektu-
alnih sposobnosti pojedinca, razine socijalne
podrske kao i iz vigestrukih iskustava traume
za koje postoji pretpostavka kako putem senzi-
tizacije HPA-osi djeluju na smanjenje adaptivne

spremnosti odgovora na stresor.

Sto se kroni¢nog tijeka PTSP-a tice ¢ini se kako
stupanj trajanja simptoma varira s obzirom
na vrstu traumatskog stresora te je uvjetovan
interakcijom viSestrukih faktora poput ko-
gnitivnog stila, strategija suotavanja, socijal-
ne potpore i mnogih drugih koji potencijalno
odreduju njegov kroni¢ni tijek. Ponovna trau-
matizacija te intenzitet prvotnog odgovora na
traumu prediktori su kroni¢nog tijeka. Nacin
na koji pojedinac procesira traumu (osjecaj in-
tenzivne i neposredne prijetnje te izbjegavanje)
te rigidnost vjerovanja uzdrmanog traumom,
vise nego bilo koje specifi¢no vjerovanje o sebi,
svijetu i okolini, predstavlja istaknuti kogni-
tivni faktor rizika za razvoj kroni¢noga tijeka
PTSP-a. Naposlijetku, socijalna podrska, po-
gotovo ona negativna u slucaju Zenskoga roda,
pokazala se faktorom rizika kroni¢noga tijeka

ovog poremecaja.

Iako se naizgled radi o veoma temeljito istra-
zenom podrudju, daljnja istraZivanja, pogoto-
vo ona longitudinalne prirode nuzna su kako
bi se u $to boljoj mjeri razumjeli faktori u pod-
lozi nastanka i kroniciteta ovog poremecaja.
Takoder, ¢ini se kako je potrebno podrobnije
istraziti doprinos procesa parniéenja, rentnih
faktora te dru$tveno-ekonomskih okolnosti u
kontekstu formiranja identiteta traumatizira-

noga te odrzavanja ovoga poremecaja.

iety disorders, or features such as elevated trait
anxiety and particularly anxiety sensitivity. Spe-
cial contributors to the development of this dis-
order appear to be cognitive factors. The latter
refer to the assessment of an event as a threat-
ening one; beliefs about personal vulnerability;
attempts to attribute special significance to the
beliefs about the amount of personal control
and potentially — the looming cognitive style. It
also appears that risk factors arise from the de-
gree of an individual’s intellectual abilities, the
level of social support, as well as from multiple
trauma experiences, for which there is a hypoth-
esis that HPA-axis sensitization acts to reduce
adaptive responsiveness to the stressor. As far
as the chronic course of PTSD is concerned, it
seems that the duration of the symptoms varies
with regard to the type of a traumatic stressor
experienced. The PTSD chronic course also ap-
pears to be conditioned by the interaction of
multiple factors such as cognitive styles, cop-
ing strategies, social support, and many others
that potentially determine its chronic course.
Re-traumatization and the intensity of the
first response to trauma are also predictors of
the chronic course. The way in which an indi-
vidual processes trauma (intense and immedi-
ate threats and avoidance) and the rigidity of
traumatic beliefs, more than any specific beliefs
about oneself, the world and the environment,
is a prominent cognitive risk factor for the devel-
opment of chronic PTSD. Ultimately, social sup-
port, especially negative in the case of the female
gender, has been shown to be the risk factor of
the chronic course of this disorder. Although
this area of research appears to be thoroughly
explored, further research, especially of longitu-
dinal quality, is necessary to better understand
the underlying factors of the development and
chronicity of this disorder. Also, it seems more
necessary to explore the contribution of the pro-
cess of litigation, compensation seeking factors
and socio-economic circumstances in the con-
text of the traumatized identity formation and

maintenance of this disorder.
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