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We are confident that this CPD Section of the Irish Journal of Psychological Medicine will prove to be a 
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Post-traumatic stress disorder: present and future 
Niall Crumlish 

Post-traumatic stress disorder (PTSD) and acute stress disor

der (ASD) differ from almost every other psychiatric diagnosis 

in that they may only be diagnosed with reference to an aetio-

logical event - an external traumatic stressor. ASD occurs 

immediately after the stressor and is comparatively short-lived, 

while PTSD is a prolonged abnormal response that may take 

months to develop. The types of stressor leading to ASD and 

PTSD are identical and were intended to be tightly defined, 

involving a perceived threat of death, serious injury or loss of 

physical integrity.1 

It is useful initially to distinguish ASD and PTSD from 

adjustment disorders, which are also diagnosed only after an 

observable life event. An adjustment disorder may be thought of 

as a gradual and prolonged response to stressful changes in a 

person's life.2 The range of stressors precipitating an adjustment 

disorder is potentially much broader than that precipitating ASD 

or PTSD, as a threat of death or injury is not needed. 

Indeed, a 'threat' as such is not needed, as the event may 

be a loss. Events such as job loss or the breakup of a relation

ship may lead to an adjustment disorder, as well as threats such 

as accidents or assaults. The diagnostic criteria for adjustment 

disorder do not specify what the immediate response, if any, to 

the precipitating stressor must be.1 

PTSD criterion A1 - the traumatic stressor 
According to the DSM-IV, the stressor leading to PTSD or 
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ASD may be (1) experienced directly, (2) witnessed, or (3) expe

rienced by others and subsequently learned about. The stressor 

(criterion A1) must be responded to with intense fear, helpless

ness or horror (A2). 

Events that are experienced directly include military combat, 

violent personal assault, being kidnapped, being taken hostage, 

or being tortured. Witnessed events include the serious injury 

or unnatural death of another person, or unexpectedly seeing a 

dead body or body parts. Events that are learned about include 

violent assault, serious accident, or serious injury experienced 

by a family member or a close friend, or the sudden, unexpected 

death of a family member or a close friend.1 

The diagnostic criteria for ASD and PTSD are in Tables 1 and 

2. Recently, the chair of the task force revising PTSD for the 

DSM-V noted that the most controversial aspect of the DSM-IV 

traumatic stressor criterion was that learning about a trauma 

rather than experiencing it at first hand could itself count as a 

criterion A1.3 Many clinicians and researchers felt that including 

vicariously experienced events as stressors overly broadened the 

range of experiences potentially resulting in PTSD: "to qualify 

as a trauma survivor, one need only respond with fright to learn

ing about the misfortunes of others".4 Nonetheless, there are no 

plans to remove the 'learned about' element of the stressor crite

rion from the DSM-V.3'5 

Origins and inclusion in DSM-III 
Syndromes similar to PTSD, occurring in the context of 

combat, have been recognised over the last two centuries6 and 

it is often argued that PTSD was included in 1980 because of 

pressure by veterans' associations to acknowledge the exoeri-

ences of American soldiers in the Vietnam War.47 PTSD was 
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added to the Diagnostic and Statistical Manual of Mental Disor

ders in its third edition, the DSM-III, so that it has existed as 

a discrete disorder for just 30 years.8 Prior to this, PTSD was 

included in the ninth addition of the International Classification 

of Diseases (ICD-9), but it was included as a subtype of adjust

ment disorder rather than as a separate diagnostic entity.9 In the 

DSM-III conceptualisation of PTSD, the precipitating trauma did 

not have to be war-related, but had to be "outside the range of 

usual human experience".8 

Neurobiology of PTSD 
There are several replicated neuroimaging findings in PTSD. 

Probably most consistently, bilateral hippocampal volume in 

adults, but not children, is reduced. This suggests an initially 

normal hippocampus, which develops abnormally only after 

trauma exposure.1012 Other brain areas implicated include 

the amygdala and the anterior cingulate cortex.10,12,13 There is 

evidence that stress-induced glucocorticoid release can cause 

structural and functional damage to the hippocampus.14 

PTSD can be considered a disorder of memory and emotion 

processing, so that disabling levels of fear are associated with 

activation of a memory;15 the brain areas implicated in the aetiol

ogy of PTSD, particularly the amygdala and hippocampus, are 

consistent with this theory. Increased activity in the amygdala 

in PTSD indicates that it is hyper-responsive to traumatic 

memories.16 

A potential mechanism for this is that noradrenergic overactiv

ity in the amygdala causes overconsolidation of fear memories.17 

The hippocampus is involved in memory and stress regulation,10 

and it has been proposed that a hippocampus damaged by 

glucocorticoid release14 cannot dampen the amygdala's exag

gerated response to traumatic memory in PTSD.18 

Epidemiology and comorbidity 
In the United States, the National Comorbidity Survey (NCS) 

reported a lifetime prevalence of 7.8% for DSM-III-R PTSD.19 

Perhaps surprisingly, the NCS replication (NCS-R) reported a 

lower lifetime prevalence of 6.8%,20 despite the broadening of 

diagnostic criteria that occurred in the DSM-IV.21 In the NCS-R, 

one-year prevalence was 3.5%. 

The European Study on the Epidemiology of Mental Disorders 

(ESEMeD) reported a lower lifetime prevalence of 1.9%; 0.9% 

among men and 2.9% among women.22 The authors considered 

only briefly the reasons for the low prevalence in Europe rela

tive to the US, speculating that their use of a new version of the 

Composite International Diagnostic Interview (CIDI) may have 

led to a lower false positive rate than in the NCS-R. This seems 

an inadequate explanation for a difference of five percentage 

points and a 3.5-fold disparity in prevalences.20,22 

Internationally, a systematic review reported lifetime preva

lences ranging from 0.18% in Italy to 11.2% in Mexico. The 

authors reported a 'best estimate' of an international prevalence 

of PTSD of 2.1 %,23 which was closer to the ESEMeD than to 

the NCS-R. An epidemiological survey in Iraq reported a life

time prevalence in the general population of 2.5%.24 The lifetime 

prevalence among resident Iraqis contrasts with a reported 

prevalence of 43.9% among Iraqi refugees who migrated to the 

United States after the first Gulf War.25 

Refugees are known to experience high levels of PTSD and 

other mental disorders.26 A Lancet meta-analysis reported a life

time PTSD prevalence among refugees worldwide of 9%, or 10 

Table 1: DSM-IV diagnostic criteria for ASD (APA1994) 

Criterion 

A 

Description 

The person has been exposed to a traumatic event in which both of the 

following were present: (1) The person experienced, witnessed, or was 

confronted with an event or events that involved actual or threatened 

death or serious injury, or a threat to the physical integrity of self or 

others; (2) The person's response involved intense fear, helplessness, 

or horror 

Either while experiencing or after experiencing the distressing event, 

the individual has three (or more) of the following dissociative 

symptoms: (1) A subjective sense of numbing, detachment, or absence 

of emotional responsiveness; (2) A reduction in awareness of his or her 

surroundings (eg. 'being in a daze'); (3) Derealization; 

(4) Depersonalization; (5) Dissociative amnesia (ie. inability to recall an 

important aspect of the trauma) 

The traumatic event is persistently reexperienced in at least one of the 

following ways: recurrent images, thoughts, dreams, illusions, flashback 

episodes, or a sense of reliving the experience; or distress on exposure 

to reminders of the traumatic event 

Marked avoidance of stimuli that arouse recollections of the trauma 

(eg. thoughts, feelings, conversations, activities, places, people) 

Marked symptoms of anxiety or increased arousal (eg. difficulty 

sleeping, irritability, poor concentration, hypervigilance, exaggerated 

startle response, motor restlessness) 

The disturbance causes clinically significant distress or impairment in 

social, occupational, or other important areas of functioning or impairs 

the individual's ability to pursue some necessary task, such as obtaining 

necessary assistance or mobilizing personal resources by telling family 

members about the traumatic experience 

The disturbance lasts for a minimum of two days and a maximum of 

four weeks and occurs within four weeks of the traumatic event 

The disturbance is not due to the direct physiological effects of a 

substance (eg. a drug of abuse, a medication) or a general medical 

condition, is not better accounted for by Brief Psychotic Disorder, and is 

not merely an exacerbation of a preexisting Axis I or Axis II disorder 

t imes that of the general populat ion in the refugees' destination 

countr ies.2 7 PTSD may be even more common among those 

seeking refugee status than among those who have acqui red 

it.28 

Mos t peop le w h o exper ience a t raumat ic s t ressor do not 

develop PTSD. A Dutch populat ion-based study found the life

t ime prevalence of traumatic stressors to be as high as 8 0 . 7 % , 

whi le the lifetime prevalence of PTSD was 7.4%. In this study, 

predictors of PTSD after t rauma were younger age, female sex, 

d ivorced or w i d o w e d marital s tatus, non-Dutch cultural back

ground, and unemployment.29 

Other vulnerability factors, accord ing to a widely c i ted meta

analysis30 include younger age, low socioeconomic status, lack 

of educa t ion , ch i ldhood abuse or other previous trauma, and 

a family psychiatr ic history; specifically, pretrauma depression, 

according to Resnick and colleagues.31 

A study of f i ref ighters found that personal i ty factors - high 

hosti l i ty and low self-eff icacy - pred ic ted almost half the vari

ance in PTSD symptoms after a stressor.32 That study found 

that b io log ica l parameters d id not pred ic t severi ty of PTSD, 

but others have found differently. For instance, the emergence 
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of psychopathology after trauma is associated with smaller 

hippocampal volume33 and possession of the short variant of the 

serotonin transporter gene (5-HTT).34 

PTSD is characterised by frequent comorbidity. In the 

NCS-R,20 over 80% of respondents with PTSD had at least one 

other Axis I disorder. The most frequently reported comorbidity 

in the NCS was with major depressive disorder (48%), while 

dysthymia, alcohol and sub-stance abuse disorders and other 

anxiety disorders were also common, present in 10-40% of 

cases.'9 

The relationship between ASD and PTSD 
ASD was introduced to the DSM classification system only 

with the publication of the DSM-IV.1 The purpose of including 

ASD was so that post-traumatic symptoms would be recog

nised before the one-month duration of disturbance required for 

PTSD, and so that people at high risk of developing PTSD would 

be identified early.35 Essentially, after one month of persistent 

characteristic post-traumatic symptoms, an individual's diagno

sis changes from ASD to PTSD in a manner analogous to the 

evolution from schizophreniform disorder to schizophrenia after 

six months of symptoms. The symptoms of ASD and PTSD are 

not identical, but they are divided into the same three groups 

- hyperarousal, re-experiencing, and avoidance - see Tables 1 

and 2: 

ASD is sometimes described as a precursor of PTSD.36 

However, PTSD may be diagnosed in the absence of a pre

existing ASD, as ASD requires that symptoms emerge within a 

month of the stressor; if symptoms emerge more than a month 

afterwards, the diagnosis is PTSD.1 A study by a leading Austral

ian PTSD group assessed 597 victims of major trauma for ASD, 

finding a point prevalence of 6% (33 individuals), and reassessed 

507 of the cohort at three months, identifying 49 cases of PTSD 

(7%). Of the 49 PTSD cases, 34 had not been diagnosed with 

ASD at the first assessment. 

Equally, ASD need not necessarily evolve into PTSD as it may 

remit. In the same study, only 15 (45%) of those diagnosed with 

ASD population (n = 33) met criteria for PTSD at three months. 

The positive predictive value of ASD for PTSD was low.37 The 

same group reported evolution to PTSD after two years among 

63% of patients with full ASD and 70% of people with subsyn-

dromal ASD, ie. those who missed on an ASD diagnosis by one 

criterion.38 Studies among children have found subsyndromal 

ASD to predict PTSD as well as full ASD.39 

The consensus appears to be that the dissociative symptom 

cluster in ASD has high specificity for predicting PTSD, but 

the false negative rate is high, resulting in low sensitivity and 

suggesting that ASD is an inadequate screen for PTSD.40 

A review of early predictors of PTSD was unable to be defini

tive about helpful strategies for early detection, reporting that 

the relationship between early responses to trauma and later 

PTSD was not linear and that more accurate prediction would 

require a focus on "the interaction between symptoms, biologi

cal responses and cognitive factors".37 This review underlined 

the complexity of the task of predicting PTSD, and indeed the 

complexity of the PTSD construct itself. 

Of note, one prolific author on PTSD has noted that the effect 

size for almost every risk factor for PTSD, including ASD, is 

small. This makes it difficult to predict progression to PTSD after 

trauma based on any pretrauma characteristic, trauma severity, 

or reactions at the time of the trauma. This author recommended 

Table 2: DSM-IV diagnostic criteria for PTSD (APA 1994) 

Criterion Description 

A The person has been exposed to a traumatic event in which both of 

the following were present: (1) The person experienced, witnessed or 

was confronted by an event that involved actual or threatened death or 

serious injury, or a threat to the physical integrity of self or others; 

(2) The person's response involved intense fear, helplessness or horror 

B The traumatic event is persistently re-experienced in one (or more) 

of the following ways: (1) Recurrent or intrusive recollections; (2) 

Recurrent distressing dreams; (3) Acting or feeling as if the traumatic 

event were recurring, through reliving, illusions, hallucinations, or 

dissociative flashback episodes; (4) Intense psychological distress at 

exposure to cues that symbolise or resemble an aspect of the traumatic 

event; (5) Physiological reactivity on exposure to such internal or 

external cues 

C Persistence avoidance of stimuli associated with the trauma and 

numbing of general responsiveness, as indicated by three (or more) of 

the following: (1) Efforts to avoid thoughts, feelings, or conversations 

associated with the trauma; (2) Efforts to avoid activities, places or 

people that arouse recollections of the trauma; (3) Inability to recall 

an important aspect of the trauma; (4) Markedly diminished interest 

or participation in significant activities; (5) Feeling of detachment or 

estrangement from significant others; (6) Restricted range of affect; 

(7) Sense of a foreshortened future 

D Persistent symptoms of increased arousal, as indicated by two (or 

more) of the following: (1) difficulty falling or staying asleep; 

(2) Irritability or outbursts of anger; (3) Difficulty concentrating; 

(4) Hypervigilance; (5) Exaggerated startle response 

E Duration of the disturbance (criteria B, C, D) is more than one month 

F The disturbance causes clinically significant distress or impairment in 

social, occupational, or other important areas of functioning 

p r e d i c t i n g la ter P T S D b y e v a l u a t i n g ear ly s y m p t o m s t h r e e t o f o u r 

w e e k s a f te r t h e t r a u m a . 4 1 

Treatment of PTSD 
The first line treatment of PTSD, according to the National 

Institute for Clinical Excellence (NICE), is psychological therapy. 

Trauma-focused CBT (TF-CBT) and eye movement desensitiza-

tion and reprocessing (EMDR) were the treatments of choice in 

these guidelines.42 

Bisson and Andrew43 conducted a Cochrane review of psycho

logical treatments, and found sufficient evidence to support the 

use of individual or group TF-CBT, EMDR, and stress manage

ment over wait-list/treatment as usual. A meta-analysis of 

psychological treatments for 'chronic' PTSD (symptoms present 

for longer than three months) supported the use of TF-CBT, 

EMDR, stress management and group CBT.44 

A Cochrane review of pharmacotherapy in PTSD found 

evidence for efficacy for antidepressants.45 

Evidence for individual therapies 
Trauma-focused CBT (TF-CBT) 

An influential paper from a decade ago described a cognitive 

model of PTSD.46 A key insight in this paper was that people 

with PTSD after an event were unable to see the trauma as a 

discrete, time-limited event that by now was in the past. Those 
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with PTSD appraised the traumatic event so as to create a sense 

of 'serious current threat', and may overgeneralise from the trau

matic event to arrive at core beliefs such as 'nowhere is safe', or 

'I attract disaster'.46 

CBT for PTSD should incorporate these concepts and include 

an element of cognitive restructuring as well as exposure to trau

matic memories. The patient should identify cognitive distortions 

relating to the trauma and challenge negative automatic thoughts 

or assumptions using evidence.44 Evidence for TF-CBT comes 

principally from the two meta-analyses mentioned above.43,44 

Age-appropriate TF-CBT may be offered to children, including 

those who have experienced sexual abuse.42 

Three Irish trials of CBT for PTSD symptoms exist. The highest 

quality trial is an RCT comparing immediate cognitive therapy 

to a wait-list control group for trauma related to terrorism and 

other conflict. The trial (n = 58) was conducted by the North

ern Ireland Centre for Trauma and Transformation in Omagh, and 

found significant advantages for cognitive therapy over wait-list 

with respect to PTSD symptoms, depression, and functioning.47 

The same group previously published an uncontrolled trial of 

cognitive therapy for survivors of the Omagh bombing.48 A novel 

open trial (n = 14) from Cork reported preliminary evidence for 

the use of driving simulators as a form of exposure therapy in 

driving phobia, with or without PTSD, after serious RTAs.49 

Eye movement desensitization and reprocessing (EMDR) 

EMDR is among the least understood effective treatments 

in psychiatry. According to Shapiro, who devised it,50 EMDR 

involves the therapist eliciting from the patient sequences of 

rhythmic saccadic eye movements while the patient concen

trates on their traumatic memory. Shapiro hypothesised that 

the eye movements of EMDR mimicked REM sleep and thus 

aided processing of the traumatic memory, which was impaired 

in PTSD.50 

This mooted mechanism of action was supported by a recent 

paper, which proposed that EMDR induces a state similar to 

REM sleep that facilitates the integration of traumatic memories 

into semantic memory, resulting in a reduction in amygdala-medi

ated negative affect associated with the memories. The authors 

of this paper noted that EMDR may aid memory processing more 

effectively than REM sleep, because thought content and affect 

are more controlled in EMDR than in REM sleep.51 

Empirically, EMDR was supported in the Cochrane review of 

psychological treatments, although there were fewer and smaller 

trials of EMDR than of CBT.43 A meta-analytic comparison of 

EMDR and TF-CBT showed that each was equally effective.52 

NICE recommends that all people with PTSD should be offered 

individual, outpatient TF-CBT or EMDR.42 No Irish trials of EMDR 

exist. 

Other psychotherapies 
Evidence exists for stress management43 and variants of 

behavioural therapy, including pro-longed exposure therapy,53 

stress inoculation training,54 narrative cognitive therapy55 and 

narrative exposure therapy (NET).15 NET was developed for 

PTSD among victims of organised violence, and is the best 

supported treatment for PTSD among refugees.56 A search for 

psychosocial treatments revealed an enticing Cochrane review 

of sports and games (including computer and card games) for 

PTSD; unfortunately, no trials meeting the review's inclusion 

criteria actually existed, leading to the inevitable conclusion that 

more research was needed.57 There is little empirical support for 

psychodynamic psychotherapies.43 

Psychological treatment of ASD 

Although not mentioning ASD specifically, the NICE guide

lines for treatment of PTSD recommend that those with severe 

post-traumatic symptoms should be offered TF-CBT in the month 

after the traumatic event; at this point, the diagnosis remains 

ASD.42 CBT has been shown to be more effective than support

ive counselling (SC) for ASD in the first two weeks after trauma, 

with 8% (n = 2) of the CBT group going on to develop PTSD 

compared to 83% (n = 8) of the SC group.58 A recent meta

analysis supported TF-CBT in the reduction of acute symptoms 

and prevention of PTSD, with the caveats that few high quality 

studies exist, and follow-up is too brief.59 

The correct course of action when an individual has experi

enced a trauma but has no more than mild symptoms is to initiate 

watchful waiting and arrange follow-up within one month.42 The 

W H O recommends psychological first-aid, which includes 

non-intrusive emotional support, provision of basic necessi

ties, protection from further trauma and organisation of ongoing 

support networks.60 Once-off debriefing should not be routinely 

offered, and certainly not insisted upon, as it is not only unhelpful 

but may increase trauma among susceptible individuals.61 

Pharmacotherapy 

The NICE guidelines recommend that medication be consid

ered not as a first line but only when a patient has expressed a 

preference for drug over psychological treatments. NICE noted 

that noted that the evidence base for drug therapy was 'very 

limited' and on that basis recommended only paroxetine and 

mirtazapine for general use, with phenelzine and amitryptyline 

reserved for prescription by specialists.42 

The Cochrane review of drug treatment in PTSD aggregated 

the results of 35 trials (n = 4,597), reporting a medication 

response rate of 5 9 . 1 % and a placebo response rate of 38.5%, 

resulting in a number needed to treat (NNT) of 4.9 (95% 

CI = 3.9-6.3). The authors suggested that evidence was most 

convincing for SSRIs, largely because more trials had been 

conducted. Medication was effective in ameliorating comorbid 

depression as well as core PTSD symptoms.45 The review found 

no evidence of antipsychotic efficacy, though other authors 

have found in support of atypical antipsychotics as second 

line agents.62 Quetiapine and olanzapine may be of use in the 

management of sleep disturbance, including nightmares, in 

PTSD.6364 Drugs that dampen noradrenergic overactivity, such 

as clonidine, prazosin and propranolol, have been the subject of 

considerable speculation, if less empirical evaluation, as poten

tial treatments.65 No high quality RCTs of anti-adrenergic drugs 

exist, but a direct retrospective comparison of quetiapine and 

prazosin among veterans favoured prazosin over quetiapine.66 

Lastly, some antiepileptic or mood stabilising drugs, including 

lamotrigine, have limited trial evidence as second line agents.67 

Novel and experimental treatments 
This topic was comprehensively reviewed last year, and 

the interested reader is directed to Cukor and colleagues.68 

One noteworthy treatment modality under investigation is 

psycho-therapy assisted by MDMA, which theoretically assists 

patients in processing memories of traumatic events without the 

associated negative affect.69 
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D-cycloserine, an antibiotic with a partial NMDA receptor 

agonist effect, has therapeutic potential in conjunction with 

exposure therapy, as NMDA receptor antagonism can facilitate 

extinction of learned fear; preliminary trials in other anxiety disor

ders have been encouraging.70 

Psychotherapies that are being developed or adapted for the 

treatment of PTSD include mindfulness-based therapy,71 inter

personal psychotherapy72 and imagery rescripting (IR).73 IR 

is a technique aimed specifically at child abuse survivors with 

roots in prolonged exposure therapy. A key difference between 

IR and imaginal exposure is that in IR, patients are encouraged 

to remember their childhood traumas and also to imagine them

selves as an adult entering the scene of the trauma and rescuing 

the child.68 IR has been used for PTSD following other traumas, 

such as industrial accidents,74 but evidence for efficacy over 

exposure alone is awaited. 

Current controversies: PTSD at a crossroads 
PTSD has existed as a separate diagnostic entity for just 30 

years.8 There were some who opposed the inclusion of PTSD 

in the DSM-III, arguing that the distress experienced by trau-

matised people was already covered by existing diagnoses, so 

that PTSD simply combined a variety of symptoms from multiple 

comorbid disorders and attributed them, possibly wrongly, to a 

specific event.4 

Objections to the diagnosis of PTSD have not gone away, with 

recent authors continuing to challenge the assumptions under

lying the diagnosis - eg. that the stressor criteria are directly 

related to the symptom criteria, and that characteristics of the 

stressful events are the key determinants of morbidity, not indi

vidual vulnerability.75 Despite the volume of research in the last 

three decades on the neurobiology, phenomenology and treat

ment of PTSD, there are ongoing, vehement and even growing 

challenges to the validity of the PTSD construct itself.7,76 

It should be noted the proposed revision of diagnostic criteria 

for the DSM-V does not indicate any fundamental alterations to 

the diagnosis, other, arguably, than the removal of criterion A2, 

removing the requirement for "fear, helplessness or horror".5 This 

apparent further broadening of the diagnosis will likely provoke 

intense debate, so plus ca change: PTSD has incited scrutiny, 

research and controversy for more than 30 years, and no doubt 

will do so well into the future. 

References 
1. American Psychiatric Association. Diagnostic and Statistical Manual of Mental Disorders (4th 
ed.) (DSM-IV). Washington, DC: APA, 1994. 
2. Gelder M, Cowen P, Harrison P (Eds.) Shorter Oxford Textbook of Psychiatry. New York: Oxford 
University Press, 2007. 
3. Friedman MJ. PTSD revisions for DSM-V, with input from array of experts. Psychiatric News 
2010; 45: 8. 
4. McNally RJ. Conceptual problems with the DSM-IV criteria for posttraumatic stress disorder. 
In: Rosen GM, (ed). Posttraumatic Stress Disorder: Issues and Controversies. Chichester, Wiley, 
2004: 1-14. 
5. American Psychiatric Association. Proposed revision - posttraumatic stress disorder. Accessed 
at www.dsm5.org/ProposedRevisions/Pages/proposedrevision.aspx?rid=165, June 19, 2010. 
6. Jones E. Historical approaches to post-combat disorders. Philos Trans R Soc Lond B Biol Sci 
2006 ;361 :533 -542 . 
7. Summerfield D. The invention of post-traumatic stress disorder and the social usefulness of a 
psychiatric category. BMJ 2 0 0 1 ; 322: 95-98. 
8. American Psychiatric Association. Diagnostic and Statistical Manual of Mental Disorders (DSM 
III). Washington, DC: APA, 1980. 
9. World Health Organisation. Manual of the international classification of diseases, injuries and 
causes of death (9th rev). Geneva: World Health Organisation, 1978. 
10. Karl A, Schaefer M, Malta LS, Ddrfel D, Rohleder N, Werner A. A meta-analysis of structural 
brain abnormalities in PTSD. Neurosci Biobehav Rev 2006; 30 : 1004-31 
11. Kitayama N, Vaccarino V, Kutner M, Weiss P, Bremner JD. Magnetic resonance imaging (MRI) 
measurement of hippocampal volume in posttraumatic stress disorder: a meta-analysis. J Affect 
Disord 2005; 88: 79-86. 
1 2. Woon FL, Hedges DW. Amygdala volume in adults with posttraumatic stress disorder: a meta
analysis. J Neuropsychiatry Clin Neurosci 2009; 21 :5-1 2. 
13. Etkin A, Wagner TD. Functional neuroimaging of anxiety: a meta-analysis of emotional 
processing in PTSD, social anxiety disorder, and specific phobia. Am J Psychiatry 2007; 164: 
1476-88. 
14. McEwen BS. Effects of adverse experiences for brain structure and function. Biol Psychiatry 

2000; 48: 721-31. 
15. Schauer M, Neuner F, Elbert T. Narrative Exposure Therapy: A Short-Term Intervention for 
Traumatic Stress Disorders after War, Terror, or Torture. Gottingen: Hogrefe and Huber, 2005. 
16. Brunello N, Davidson JRT, Deahl M et al Posttraumatic stress disorder: diagnosis and 
epidemiology, comorbidity and social consequences, biology and treatment. Neuropsychobiology 
2 0 0 1 ; 43: 150-62. 
17. Debiec J, LeDoux JE. Noradrenergic signaling in the amygdala contributes to the reconsolidation 
of fear memory: treatment implications for PTSD. Ann NY Acad Sci 2006; 1071 : 521-4. 
18. Nutt DJ, Malizia AL. Structural and functional brain changes in posttraumatic stress disorder. J 
Clin Psychiatry 2004; 65(s1): 11-17. 
19. Kessler RC, Sonnega A, Bromet E, Hughes M, Nelson CB. Posttraumatic stress disorder in 
the National Comorbidity Survey. Arch Gen Psychiatry 1995; 52: 1048-60. 
20. Kessler RC, Berglund P, Dernier O, Jin R, Merikangas KR, Walters EE. Lifetime prevalence and 
age-of-onset distributions of DSM-IV disorders in the National Comorbidity Survey Replication. 
Arch Gen Psychiatry 2005; 62: 593-602. 
2 1 . Breslau N, Kessler RC. The stressor criterion in DSM-IV posttraumatic stress disorder: an 
empirical investigation. Biol Psychiatry 2 0 0 1 ; 50 : 699-704. 
22. Alonso J, Angermeyer MC, Bernert S et al. Prevalence of mental disorders in Europe: results 
from the European Study of the Epidemiology of Mental Disorders (ESEMeD) project. Acta 
Psychiatr Scand Suppl 2004; 420: 21 -7. 
23. Somers JM, Goldner EM, Waraich P, Hsu L. Prevalence and incidence studies of anxiety 
disorders: a systematic review of the literature. Can J Psychiatry 2006; 5 1 : 100-13. 
24. Alhasnawi S, Sadik S, Rasheed M et al. The prevalence and correlates of DSM-IV disorders in 
the Iraq Mental Health Survey (IMHS). World Psychiatry 2009 Jun; 8(2): 97-109. 
25. Jamil H, Farrag M, Hakim-Larson J, Kafaji T, Abdulkhaleq H, Hammad A. Mental health 
symptoms in Iraqi refugees: posttraumatic stress disorder, anxiety, and depression. J Cult Divers 
2007; 14: 19-25. 
26. Porter M, Haslam N. Predisplacement and postdisplacement factors associated with 
mental health of refugees and internally displaced persons: a meta-analysis. JAMA 2005; 294: 
602-612. 
27. Fazel M, Wheeler M, Danesh J. Prevalence of serious mental disorder in 7000 refugees 
resettled in western countries: a systematic review. Lancet 2005; 365, 1309-1314. 
28. Silove D, Sinnerbrink I, Field A, Manicavasagar V, Steel Z. Anxiety, depression and PTSD 
in asylum-seekers: associations with pre-migration trauma and post-migration stressors. Br J 
Psychiatry 1997; 170: 351-357. 
29. de Vries GJ, Olff M. The lifetime prevalence of traumatic events and posttraumatic stress 
disorder in the Netherlands. J Trauma Stress 2009; 22: 259-267. 
30. Brewin CR, Andrews B, Valentine JD. Meta-analysis of risk factors for posttraumatic stress 
disorder in trauma-exposed adults. J Consult Clin Psychol 2000; 68: 748-766. 
3 1 . Resnick HS, Kilpatrick DG, Best CL, Kramer TL. Vulnerability-stress factors in development of 
posttraumatic stress disorder. J Nerv Ment Dis 1992; 180: 424-30. 
32 . Heinrichs M, Wagner D, Schoch W, Soravia LM, Hellhammer DH, Ehlert U. Predicting 
posttraumatic stress symptoms from pretraumatic risk factors: a 2-Year prospective follow-up 
study in firefighters. Am J Psychiatry 2005; 162: 2276-2286. 
33. Gilbertson MW, Shenton ME, Ciszewski A, Kasai K, Lasko NB, Orr SP, Pitman PK. Smaller 
hippocampal volume predicts pathologic vulnerability to psychological trauma. Nat Neurosci 
2002; 5: 1242-1247. 
34. Kuzelova H, Ptacek R, Macek M. The serotonin transporter gene (5-HTT) variant and 
psychiatric disorders: review of current literature. Neuro Endocrinol Lett 2010; 3 1 : 4-10. 
35. Elklit A, Christiansen DM. ASD and PTSD in rape victims. J Interper Viol 2010; 25: 1470-1488. 
36. Vieweg WV, Julius DA, Fernandez A, Beatty-Brooks M, Hettema JM, Pandurangi AK. 
Posttraumatic stress disorder: clinical features, pathophysiology, and treatment. Am J Med 2006; 
119:383-90. 
37. Bryant RA, Creamer M, O'Donnell ML, Silove D, McFarlane AC. A multisite study of the 
capacity of acute stress disorder diagnosis to predict posttraumatic stress disorder. J Clin 
Psychiatry 2008; 69: 923-929. 
38. Harvey AG, Bryant RA. The relationship between acute stress disorder and posttraumatic 
stress disorder: a 2-year prospective evaluation. J Consult Clin Psychol 1999; 67: 985-8. 
39. Kassam-Adams N, Winston FK. Predicting child PTSD: the relationship between acute stress 
disorder and PTSD in injured children. J Am Acad Child Adol Psychiatry 2004; 43: 403-11 . 
40. Creamer M, O'Donnell ML, Pattison P. The relationship between acute stress disorder and 
posttraumatic stress disorder in severely injured trauma survivors. Behav Res Ther 2004; 42 : 
315-28. 
4 1 . Brewin CR. Risk factor effect sizes in PTSD: what this means for intervention. J Trauma 
Dissociation 2005; 6: 1 23-30. 
42. National Institute for Clinical Excellence: The Management of PTSD in Adults and Children in 
Primary and Secondary Care. London, National Institute for Clinical Excellence, 2005 
43. Bisson J, Andrew M. Psychological treatment of post-traumatic stress disorder (PTSD). 
Cochrane Database of Systematic Reviews 2007; 3: CD003388. 
44. Bisson Jl, Ehlers A, Matthews R, Pilling S, Richards D, Turner S. Psychological treatments 
for chronic post-traumatic stress disorder. Systematic review and meta-analysis. Br J Psychiatry 
2007; 190:97-104. 
45. Stein DJ, Ipser JC, Seedat S. Pharmacotherapy for post traumatic stress disorder (PTSD). 
Cochrane Database of Systematic Reviews 2006, Issue 1. Art. No.: CD002795. 
46. Ehlers A, Clark DM. A cognitive model of post-traumatic stress disorder. Behav Res Ther 
2000 ;38 :319 -345 . 
47. Duffy M, Gillespie K, Clark DM. Post-traumatic stress disorder in the context of terrorism and 
other civil conflict in Northern Ireland: randomised controlled trial. BMJ 2007; 334: 114-7-1150. 
48. Gillespie K, Duffy M, Hackmann A, Clark DM. Community based cognitive therapy in the 
treatment of posttraumatic stress disorder following the Omagh bomb. Behav Res Ther 2002; 
40 : 345-357. 
49. Walshe DG, Lewis EJ, Kim SI, O'Sullivan K, Wiederhold BK. Exploring the use of computer 
games and virtual reality in exposure therapy for fear of driving following a motor vehicle accident. 
Cyberpsychol Behav 2003; 6: 329-334. 
50. Shapiro F. Eye movement desensitization: a new treatment for post-traumatic stress disorder. 
J Behav Ther Exp Psychiatry 1989; 20: 211-217. 
5 1 . Stickgold R. EMDR: A putative neurobiological mechanism of action. J Clin Psychol 2002; 
58 :61-75. 
52. Seidler G H , Wagner FE. Comparing the efficacy of EMDR and trauma-focused cognitive 
behavioral therapy in the treatment of PTSD: a meta-analytic study. Psychol Med 2006; 36 :1515-
1522. 
53. Powers MB, Halpem JM, Ferenschak MP, Gillihan SJ, Foa EB. A meta-analytic review of 
prolonged exposure for posttraumatic stress disorder. Clin Psychol Rev 2010; 30 : 635-41. 
54. Foa EB. Psychosocial therapy for posttraumatic stress disorder. J Clin Psychiatry 2006; 67: 
Suppl 2: 40-5. 
55. Meichenbaum D. Treating Post-Traumatic Stress Disorder: A Handbook and Practice Manual 
for Therapy. Chichester: John Wiley and Sons, 1994. 
56. Crumlish N, O'Rourke K. A systematic review of treatments for post-traumatic stress disorder 
among refugees and asylum-seekers. J Nerv Ment Dis 2010; 198: 237-51. 
57. Lawrence S, De Silva M, Henley R. Sports and games for post-traumatic stress disorder 
(PTSD). Cochrane Database Syst Rev 2010; (1): CD007171. 
58. Bryant RA, Harvey AG, Dang ST, Sackville T, Basten C. Treatment of acute stress disorder: 
a comparison of cognitive-behavioral therapy and supportive counselling. J Consult Clin Psychol 
1998; 66 :862 -866 . 
59. Roberts NP, Kitchiner NJ, Kenardy J, Bisson Jl. Early psychological interventions to treat acute 
traumatic stress symptoms. Cochrane Database Syst Rev 2010 Mar 17; 3: CD007944. 

https://doi.org/10.1017/S0790966700001439 Published online by Cambridge University Press

http://www.dsm5.org/ProposedRevisions/Pages/proposedrevision.aspx?rid=165
https://doi.org/10.1017/S0790966700001439


CPD: Module 6 

60. Van Ommeren M, Saxena S, Saraceno B. Mental and social health during and after acute 
emergencies: emerging consensus? Bull World Health Org 2005; 83: 71-75. 
6 1 . Rose S, Bisson J, Churchill R, Wessely S. Psychological debriefing for preventing post 
traumatic stress disorder (PTSD). Cochrane Database Syst Rev 2002;(2):CD000560. 
62. Pae CU, Lim HK, Peindl K et al. The atypical antipsychotics olanzapine and risperidone in the 
treatment of posttraumatic stress disorder: a meta-analysis of randomized, double-blind, placebo-
controlled clinical trials. Int Clin Psychopharmacol 2008 Jan; 23(1): 1 -8. 
63. Robert S, Hamner MB, Kose S, Ulmer HG, Deitsch SE, Lorberbaum JP. Quetiapine improves 
sleep disturbances in combat veterans with PTSD: sleep data from a prospective, open-label 
study. J Clin Psychopharmacol 2005; 25: 387-8. 
64. van Liempt S, Vermetten E, Geuze E, Westenberg HG. Pharmacotherapy for disordered 
sleep in post-traumatic stress disorder: a systematic review. Int Clin Psychopharmacol 2006 ; 
2 1 : 193-202. 
65. Strawn JR, Geraciot i TD. Noradrenergic dysfunction and the psychopharmacology of 
posttraumatic stress disorder. Depress Anxiety 2008; 25: 260-271. 
66. Byers MG, Allison KM, Wendel CS , Lee JK. Prazosin versus quetiapine for nighttime 
posttraumatic stress disorder symptoms in veterans: an assessment of long-term comparative 
effectiveness and safety. J Clin Psychopharmacol 2010; 30 : 225-9. 
67. Berlin HA. Antiepileptic drugs for the treatment of post-traumatic stress disorder. Curr 
Psychiatry Rep 2007; 9: 291-300. 
68. Cukor J, Spitalnick J, Difede J, Rizzo A, Rothbaum BO. Emerging treatments for PTSD. Clin 

Psychol Rev 2009; 29: 715-726. 
69. Parrott AC. The psychotherapeutic potential of MDMA: An evidence-based review. 
Psychopharmacology 191 : 181-193. 
70. Ressler KJ, Rothbaum BO, Tannenbaum L et al. Cognit ive enhancers as adjuncts to 
psychotherapy: use of D-cycloserine in phobic individuals to facilitate extinction of fear. Arch Gen 
Psychiatry 2004; 6 1 : 1136-1144. 
7 1 . Bormann JE, Thorp SR, Wetherell JL, S. Golshan S. A spiritually based group intervention 
for combat veterans with posttraumatic stress disorder: feasibility study. J Holistic Nurs 2008; 
26: 109-116. 
72. Krupnick JL, Green BL, Stockton B, Miranda J, Krause E, Mete M. Group interpersonal 
psychotherapy for low-income women with posttraumatic stress disorder. Psychother Res 2008; 
18:497-507. 
73. Holmes EA, Arntz A, Smucker MR. Imagery rescripting in cognitive behaviour therapy: images, 
treatment, techniques and outcomes. J Behav Ther Exp Psychiatry 2007; 38: 297-305. 
74. Grunert BK, Weis JM, Smucker MR, Christianson HF. Imagery rescripting and reprocessing 
therapy after failed prolonged exposure for post-traumatic stress disorder following industrial 
injury. J Behav Ther Exp Psychiatry 2007; 38: 31 7-328. 
75. Rosen GM, editor. Posttraumatic Stress Disorder: Issues and Controversies. Chichester, 
Wiley, 2004: xi. 
76. Rosen GM, Frueh BC. Challenges to the PTSD construct and its database: the importance of 
scientific debate. J Anx Disord 2007; 2 1 : 161-163. 

Multiple Choice Questions 

1. Regarding PTSD: 

PTSD may only be diagnosed with reterence to an external traumatic stressor 

PTSD is usually very short lived 

Once off debriefing after a traumatic event should be routinely offered 

PTSD has existed as a discrete disorder for more than 50 years 

To qualify as PTSD the stressor must be responded to with intense fear, 

helplessness or horror 

2. Neurobiology of PTSD: 

Bilateral hippocampal volume is reduced in children but not in adults 

Other areas of the brain implicated include the amygdala and anterior 
lulate cortex 

I 0 associated hippocampal volume suggests a normal hippocampus which 
develops normally after trauma exposure 

PTSD can be considered a disorder of memory and emotion processing 

A hippocampus damaged by glucorticoid release cannot dampen the amygdala's 
exaggerated response to traumatic memory 

3. Epidemiology and comorbidity of PTSD: 

Studies have shown equal incidence rates in Europe and the US 

Acute stress disorder is an excellent predictor of PTSD 

Age has been shown to have no effect on incidence rates 

Most people who experience a traumatic stressor develop PTSD 

The most frequently reported comorbidity has been major 

depressive disorder 
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4. Treatment for PTSD: 

First line treatment for PTSD is psychological therapy 

Trauma-focused CBT is the only therapy recommended for PTSD 

Age appropriate trauma-focused CBT may be offered to children, 
including those who have experienced sexual abuse 

Eye movement desensitisation and reprocessing works by inducing a state 
similar to REM sleep which aids memory processing 

Narrative exposure therapy is particularly suited to refugees with PTSD 

5. Pharmacotherapy and novel treatments: 

Medication should only be considered when a patient expresses a 
preference for it over psychological treatments 

There is evidence for the efficacy of antidepressants in PTSD 

Psychotherapy assisted by MDMA has been proposed as a treatment 
enabling memory processing without associated negative effect 

Exposure therapy combined with D-cycloserine is proposed to facilitate 
extinction of learned fear 

Imagery rescripting (IR) has a proven track record for traumas such as 
industrial accidents. 
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