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SIR: El-Sherbini & Chaleby (Journal, March 1992,
160, 425) feel that exploratory psychotherapy has
little to offer in Arab culture. However, if onedeletes
the culture-specific words from their letter, their
comments about the cognitive processesof their
patients could be applied to the majority of the UK
population asjudged from the reflective, articulate
middle-class backgrounds of most psychiatrists.
Like the Arab-speaking world this is also reflected
linguistically in the useof the simpleconcreteAnglo
Saxon derived part of the English language spoken
by the majority of people in the UK. The idea that
exploratory psychotherapyis, therefore,appropriate
for only a small proportion of patientsisstill an issue
asalive in Western Europe asit isin the Middle East.

A whole societyin itself is unlikely to operate in a
completely pre-formal way, witnessthe subletiesof
Islamic mysticism, but it may be that cultures vary
somewhatin the proportion of their population who
think concretely.

Finally, a different perspective on the subject
might be that it is the task of exploratory psycho
therapy to re-start the developmental processthat
opens up the possibility of a more reflective, less
dichotomous and concrete way of thinking. Thera
peutically this is commonly expressedas trying to
reducethe mechanismsof rejection,splitting, etc., to
negotiate the depressive position, but Piaget's or
Erickson's terms could fit the model in exactly the
sameway.
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Lithium augmentation in
patients

important. However, the evidence that treatment
must be continued for six weeksbefore a judgement
can be made is not yet convincing. Quitkin et a!
(1984) are widely cited in this regard. Their study
consistedofa literature survey,whichconcludedthat
there was not adequate evidenceup to that point to
giveajudgement, followed by a summaryofthree of
their own trials. These studies were all in out-patients
with mean Hamilton Rating Scalefor Depression
(HRSD; Hamilton, 1960)scoresat trial entryunder
16. Although it is possible to interpret their results as
showing a â€˜¿�response'of25% ofthe patients between
weekfour andweeksixof treatment,thechangein
mean (s.d.) HRSD scores underpinning this conclu
sion was from 9.6 (4.5) to 8.2 (5.6). The study by
Georgotaset a! (1986) was performedin elderly
patientswith a slowbuild-upof the doseof mecli
cation; it has no clear bearing either way on whether
or not six weeks is a better time than four weeks to
assess refractoriness. The studies we reviewed all
showed levels of depression that were moderately
severe(HRSD ratingsabove20) and most of the
patients had been depressed for more, often much
morethanthreeweeks;theimplicationthatâ€œ¿�manyâ€•
were treated for only threeweeksis misleading.We
join with Quitkin et a! (1984) in a plea for more
evidence as to the length of time necessary to decide
treatmentefficacybutwebelieveit prematuretocon
dude with Dr Flint that it is incumbent on clinicians
â€œ¿�topersist with the original treatmentâ€• for more
than four weeks.

The secondissuerelatesto thedefinitionof treat
mentresponse.It isoneofthe advantagesof quanti
tative analysisthat different outcomecriteria can be
used to define treatment effects within individual
studies in a way that allows comparison between
differentstudies.It is truethat, for example,a 50%
reduction in HRSD ratings isnot thesameasclinical
remission. However, we would be surprised if Dr
Flint canprovethattheyarenotusuallyrelated.

In conclusion,werecognisetheconventionalargu
ment that meta-analysisis limited by the quality of
the data being analysed;unfortunately, qualitative
analysisof clinical trials is evenmore limited by its
methodology, or rather the lack of it. The greater
danger with qualitative critiques of papers is that
perfectly good evidencecan be discountedin favour
of the particular trial or method of treatment that a
reviewerchoosesto favour.Completelyincompetent
clinical trials are perhaps published in refereed
journals lesscommonly than it is academicallycon
venient to pretend. Quantitative critiques put all
trialson thesamefooting;inexplicablequantitative
differenceswill then exposetrials whichreally are
misleading.One trial was, in fact, so revealedin
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SIR: Flint (Journal, May 1992, 160, 710) raises two
methodological issues for further discussion and
therebycastsdoubton thevalueof meta-or quanti
tative analysisof clinical trials. The issueof how long
treatment should be continued before a patient can
be considered treatment refractory is, of course,
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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€•,

https://doi.org/10.1192/bjp.161.1.128b Published online by Cambridge University Press

https://doi.org/10.1192/bjp.161.1.128b



