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our own review.Justas importantly,quantitative
analysisalso allows summaryconclusionsto be
reachedonthebasisofasmanycasesaspossible.It is
the numberof casesenteredin randomisedstudies
that determinethe confidencewe can have in the
findings.An overviewof treatmentstudiesin breast
cancerillustratesthepoint(n= 75000),andprevious
controversyover the sametreatmentsexemplifies
what may be describedas the qualitativefallacy
(EarlyBreastCancerTrialists'CollaborativeGroup,
1992).The latter publication showswhat canbedone
whenclinicianstake treatmentissuesseriously.We
willbedelightedif ourconclusionsserveasastimulus
tofurtherstudiesonpatientsdefinedmorestrictlyfor
refractoryillness.However,the existingdata from
randomisedtrials,togetherwitha gooddealof more
anecdotalevidencewhichshouldnotbediscounted,
supportthe view that lithium augmentationis an
effective manoeuvre in patients who have not
respondedto a tricyclicantidepressant.
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Who benefitsfrom ECT?

might not realise that the authors did not actually
determinewhetherany non-retarded, non-delusional
patients were ECT-responders. In fact, Buchan et al
havesimply demonstratedthe truism that removing
ECT-responders from a sample of depressives leaves
a subsampleof ECT non-responders.

Only randomisedprospectivecomparisonsof
genuinev. sham ECT, with stratification of subjects
by the clinical predictor variables of interest (e.g.
presenceof delusionsor retardation), can definitely
answerthe question:â€œ¿�Whobenefitsfrom ECT?â€•.
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Do benzodiazepinesinterferewith theactionof ECT?

SIR: Cohen & Lawton (Journal, April 1992, 160,
545â€”546)suggest that the presence of benzodiaze
pine drugsmay interferewith the ability of the brain
to respondto bilateralECT. I wouldpointout that,
in experimental animals at least, there is indeed
evidence for this.

When electroconvulsive shocks (ECS) are given to
mice in a manner somewhat similar to the clinical
administration ofECT (5 ECS given spread out over
10 daysto anaesthetisedanimals)variouschanges
occur in neurotransmitter function. These include
enhancedbehaviouralresponsesto drugsstimulating
dopamine and 5-HT2 receptors and an attenuated
response to the sedative effects of the a2-
adrenoceptor agonistclonidine(forreviewseeGreen

& Nutt, 1987)and it hasbeenproposedthat someof
these changes could be associated with the anti
depressantaction of ECT (Green & Nutt, 1987).

WhendiazepamwasgivenbeforeeachECS, the
dopamine and 5-HT2-receptor-mediatedbehavioural
changesno longer occurred (Green & Mountford,
1985). This was clearly not due to any modification
by the benzodiazepineof the convulsanteffectof the
ECSboth becauseno obvious modification wasseen
to occur and, most critically, becausethe sameeffect
was seen when the diazepam was given 5 minutes
after the ECS administration. This effectof diazepam
also appeared to be due to a specificaction at the
benzodiazepine receptor-binding site in the brain
because the selective benzodiazepine antagonist
flumazenil blocked the effect of diazepam on the
ECS-inducedchanges(Green& Mountford, 1985).

It isalwaysdifficultto speculateon therelevance
of animal experimentation to clinical practice.
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SIR: The casual or unsophisticated reader of the
recentarticle by Buchanet al (Journal, March, 1992,
160,355â€”359),upon encounteringthe statementsin
theabstractthatâ€œ¿�patientswhowereneitherretarded
nor deludeddid not benefitsignificantlyfrom real
as opposedto simulatedECTâ€•,and later in the
summarythat â€œ¿�realECT doesnot appear to be
effectivein non-retarded,non-deludedpatientsâ€•,
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Nevertheless,in thisinstancetheredoesseemto be
the possibilitythat thedata reportedin our papers
havesignificancetotheclinicalobservationofCohen
& Lawton.
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Drug therapyofpost-traumaticstressdisorder

SIR: We feel concerned that Davidson's comprehen
sive review of the drug therapy of post-traumatic
stressdisorder (PTSD) (Journal, March 1992, 160,
309â€”314) may serveto encouragethose unfamiliar
with the condition to consider medication as the
first line of treatment. The studiesreviewedsuggest
medication may help, but some of the benefits can
probably be accounted for by the treatment of a
coexisting depressivedisorder rather than the
treatment of PTSD per se.

Fairbank & Nicholson (1987)revieweddynamic,
behavioural and biochemical models of treatment
and found that direct therapeuticexposureappeared
to emerge as the single most important factor in
the treatment of PTSD. Richards & Rose (1991)
described rapid, effective therapy with a com
bination of in vivo and imaginal exposure in four
cases of longstanding and severely debilitating
PTSD.

We too are experiencing rapid improvement in
PTSD sufferersusingaudiotaped imaginal exposure
without concomitant medication,evenin thosewith
marked symptomsof hyperarousal.

We agreewith Davidson'scall for more formal
research into the behavioural treatment of PTSD
and comparative and interactive studies of it and
pharmacotherapy. We alsoacknowledgethat thereis
a lack of empirical data relating to the treatment of
PTSD with exposure therapy. However, with the
present body of knowledge and the acceptability
of exposuretherapy to the patient, we feel it should
be used as the first-line treatment in PTSD, with
medication being reserved as second line or used
to treat a coexisting problem such as depressive
disorder.

Acutetransientstress-inducedhallucinationsin
soldiers

SIR: The most likely explanation ofthe pseudohallu
cinationsin the three frightenedrecruits(Journal,
March 1992, 160, 414â€”416)is that they were hypna
gogic phenomena. It is a pity that Dr Spivack and his
colleaguesdo not mention this in their discussion
which deals exclusivelyand very well with content
but not with form. The thoughtsdescribedwereno
doubtgoingthroughthemindsof the soldiers,but
whyin theformof pseudohallucinations?

Thesephenomenaarecommon in ordinary psychi
atric practice. They are often left unexplained or
may even lead to an incorrect diagnosis,but if you
ask about the circumstances in which they occurred
you often find that the patient was sitting alone
in a comfortable armchair, perhaps in front of the
television, or was in bed, so there is a reasonable
presumptionthathemaybrieflyhavedroppedoff to
sleep.The paper tells us that eachpatient wasalone
but doesnot sayin what circumstancesalthough the
largeants in case1shouldhavegiventhe authors the
clue to ask.

The paper refersto similar phenomenain so-called
post-traumatic stress disorder (PTSD). Alcohol
consumptionishigh in thesepatients(Wilson, 1988),
which probably accounts for a great deal of their
anxiety; the subjectsmay also be more likely to fall
asleep than otherwise or may be experiencing the
warning symptomsof delirium tremens.

The â€œ¿�commonunderlying mechanismâ€•is thus
anxiety which accounts both for the anxiety-laden
thoughts and for the disruption of the normally
smooth processof falling asleep.There may be an
additional toxic mechanismif thepatient isdrinking.
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