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Psychological debriefing (PD) has until recently been 
widely regarded by the public and by health professionals 
as a necessary and effective prophylactic treatment strat
egy for trauma victims. This view may have its origins in 
Rachmann's 'emotional processing' hypothesis' that the 
earlier intervention occurs, the less opportunity there is for 
maladaptive cognitive and behavioural patterns to 
develop. Over the years the theory has gained support 
from different quarters. 

Contemporary belief in the need for counselling post 
trauma, media attention to disasters and fear of litigation 
from victims are amongst the many influences that may 
have contributed towards the longevity of PD following 
trauma. Debriefing has been seen as a mandatory prescrip
tion and quick fix for all persons experiencing traumatic 
events. However, in this age of evidence based practice it 
is important to note that little empirical evidence exists to 
support this view: that debriefing may have damaging 
effects now appears more likely. 

Debriefing was initially developed by Mitchell in 1983 
as an intervention strategy for emergency personnel with 
the aim of lessening the impact of trauma (critical inci
dents) and helping them return to routine functioning 
(Critical Incident Stress Debriefing).2 The process provides 
opportunity for group discussion about an incident with 
focus on how personnel have managed and currently are 
coping. It was hoped that the procedure would lessen the 
impact of trauma by encouraging processing of the trau
matic experience in a supportive and confidential 
environment. 

The technique has been modified by others and 'psycho
logical debriefing' describes a similar therapy in disaster 
situations.3 Apart from use with emergency workers and 
military personnel, proponents of debriefing have advo
cated the procedure for civilians involved in trauma: hence 
the birth of what some have called a 'disaster industry' led 
by different professional groups including counsellors, 
psychologists, social workers and psychiatrists, not to 
mention lawyers who advertise for clients. The basis for 
this practice appears to have derived from anecdotal and 
single case reports of good outcome, and from positive 
comments by individuals who received debriefing.4 The 
1990s saw a steady increase in scepticism amongst thera
pists disappointed by the poor outcome of many cases. 

Following repeated calls for properly conducted research 
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studies5,6 a number of randomised controlled trials of 
debriefing were published in the latter half of the past 
decade.79 A recent Cochrane Review by Wessely et al'° 
found only eight trials which fulfilled criteria for randomi
sation and single session debriefing. Analysis of these trials 
suggested that single session debriefing neither reduced 
psychological distress nor prevented the subsequent onset 
of post traumatic stress disorder (PTSD), the most feared 
long-term psychiatric sequel. There was also no evidence 
that debriefing reduced general psychological morbidity, 
depression or anxiety. Two studies suggested that debriefed 
subjects might even fare worse than controls.7'9 The 
Cochrane Review concluded that there is no current 
evidence that single session debriefing is useful for the 
prevention of PTSD and that compulsory debriefing of 
trauma victims should now cease. 

These conclusions of the Cochrane review were strength
ened by a recently published randomised controlled trial 
of debriefing by Mayou et alu which reported on the three 
year outcome of a sample of hospitalised road traffic acci
dent victims previously documented in follow-up to four 
months. The intervention group had a significantly worse 
outcome at three years in terms of general psychiatric 
symptoms, travel anxiety when a passenger, pain, physical 
problems, overall level of functioning, and financial prob
lems than the control group. Conlon et al% in a smaller 
Irish study of very early intervention found that 9% of 
minor road traffic accident victims developed PTSD. They 
confirmed earlier findings that the best predictor of short-
term morbidity was high initial distress levels soon after 
trauma.1214 Also they found that randomised debriefing 
showed no benefit. Shalev's finding15 that high pulse rates 
recorded at A&E departments soon after trauma signifi
cantly predicted PTSD is in keeping with these 
observations. Mayou et al noted that for subjects with low 
initial stress scores, it did not make any difference whether 
they were debriefed or not. Amongst subjects with high 
initial stress scores, however, post traumatic stress symp
tom outcome was significantly worse with debriefing, both 
at four months and three years, compared with controls. 
It follows that those most at risk of developing post-
trauma symptoms may be the very ones most likely to be 
adversely affected by debriefing and, paradoxically, may 
be the ones who most vigorously seek and obtain treat
ment. 

Medical litigation 
If, as now appears, debriefing may do more harm than 

good, it seems possible that the debriefing of trauma 
victims in the course of litigation following accidents may 
also have harmful effects. Constant, involuntary rehearsal 
of traumatic experiences at the behest of lawyers and 
medical experts might compound symptoms, raise levels of 
distress and put victims at increased risk of chronic psychi-
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atric disability. No systematic data are yet available in this 
area, but the need for further inquiry is now apparent. 

Recovered memories 
There is a parallel between involuntary debriefing and 

the problems of recovered memories of childhood sexual 
abuse highlighted by the well known and highly influen
tial Brandon Report.16 Long held beliefs that abreaction 
and verbalisation of traumatic memories are clinically 
helpful must now be balanced against a growing number 
of accounts of distress experienced by subjects required to 
'recover memories' or 'relive trauma' by over-enthusiastic 
therapists. Brandon et al refer to a study of 26 cases of 
recovered memories of abuse from a Washington Victim 
Compensation Programme where the 'recovery' and abre
action had serious adverse effects for the patients in terms 
of suicidality, hospitalisation, self-mutilation and marriage 
break-up.17 Public concern in this area in North America 
and Europe is reflected in the multiplicity of overlapping 
internet sites which readily appear in response to requests 
keyed in as false memory syndrome or psychological 
debriefing. 

PTSD 
One of the most disabling psychiatric sequelae of trauma 

of any type is chronic PTSD particularly if complicated by 
depression. Whilst the precise aetiology of PTSD remains 
elusive, the possibility that it may have a biological 
substrate seems increasingly likely.18 The latent interval 
before onset and the recent finding of a resurgent PTSD in 
dementing war veterans19 are remarkable phenomena 
awaiting explanation. We know little about the efficacy of 
psychological or pharmacological treatments. Method
ological concerns include the difficulties of obtaining 
homogeneous subject samples and ethical concerns about 
the use of control subjects. Randomised controlled trials 
have been mostly confined to war veterans. There is some 
evidence supporting the use of cognitive behavioural ther
apy for PTSD, but not all patients benefit.20 

Antidepressants have been shown to reduce symptoms 
in some patient groups.21 Virtually nothing is known of 
prophylactic strategy and current pessimistic views are still 

confined to single session interventions. Until we know 
more psychiatrists should be slow to condemn the possi
ble benefits of ordinary Rogerian counselling in single 
cases and disaster situations. Meanwhile, it appears clear 
that psychological debriefing for trauma victims is now 
widely considered to be neither appropriate nor safe. 
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SERQXAT 
Simple. Proven. Lifts depression. Calms anxiety. 
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symptoms and preventation of panic disorder with or without agoraphobia. Dosage: Adults: Depression: 20 mg daily and if necessary increase dose by 10 mg increments to a maximum of 50 mg according to response. Obsessive compulsive disorder and panic 
disorder: 40 mg daily. Start on 20 mg and increase weekly in 10 mg increments to a maximum of 60 mg daily according to response. Possible worsening of panic symptoms during early treatment of panic disorder is generally recognised, thus low initial starting dose 
is recommended. Dosage should be reviewed and adjusted if necessary within two to three weeks of initiation of therapy and thereafter as judged clinically appropriate. Continue treatment for a sufficient period, which may be several months for depression and for 
0CD and may be even longer (9 months) for panic disorder. Abrupt discontinuation should be avoided. Elderly:2fi mg daily increasing by increments of 10 mg up to 40 mg daily according to response. Children: Not recommended. Severe renal impairment (creatinine 
clearance <30 ml/min) or severe hepatic impairment: 20 mg daily. Restrict incremental dosage if required to lower end of range. Contra-indications: Hypersensitivity to paroxetine and related drugs; use with MAO inhibitors; unstable epilepsy or convulsant disorders; 
severe renal failure. Precautions: History of mania. Cardiac conditions, use with ECT: caution. Caution in patients with controlled epilepsy (monitor carefully). Stop treatment if seizures develop. Caution patients about driving and operating machinery. Drug interactions: 
Do not use with or within two weeks after stopping MAO inhibitors; leave a two-week gap between stopping 'Seroxat' and before starting MAO inhibitor treatment.. Possibility of interaction with tryptophan^ reat caution with warfarin and other oral anticoagulants. 
Consider using lower doses if given with drug metabolising enzyme inhibitors; adjust 'Seroxat' dosage if necessary when given with drug metabolising enzyme inducers. Combination with other highly bound protein drugs may alter plasma levels of either. Alcohol is 
notadvised. Caution with other CNS active drugs. Keep dosage of concomitant benzodiazepines low. Use concurrent lithium administration with caution and monitor lithium levels. Pregnancy and lactation: Use in pregnancy only if essential and avoid during lactation. 
Adverse reactions: Most commonly nausea, somnolence, sweating, tremor, asthenia, dry mouth, insomnia, sexual dysfunction (impotence and abnormal ejaculation), hyperprolactinaemia/galactorrhoea, dizziness, 
constipation, diarrhoea, decreased appetite. Spontaneous reports of dizziness, headache, acute glaucoma, vomiting, diarrhoea, restlessness, hallucinations, hypomania, rash, blurred vision. Rarely mania has been reported. 
As with other SSRIs, symptoms suggestive of postural hypotension, hypotension, hypertension, tachycardia. Also other arrhythmias (rare). Extrapyramidal reactions, rarely hyponatremia (possible SIADH), liver function 
abnormality. Abrupt discontinuation may cause dizziness, sensory disturbance, agitation or anxiety, nausea and sweating. Product authorisation holder GlaxoSmithKline, Corrig Avenue, Dun Laoghaire, Co. Dublin. Further 
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