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Tardive dyskinesia and lithium

Sir: Dinan & Kohen (Journal, July 1989, 155, 55-57)
quote Kane et al (1980) as suggesting ““that patients
with affective illness are at greater risk of developing
tardive dyskinesia than are patients with schizo-
phrenia”. Since then Wegner et a/ (1985) have com-
pared schizophrenics with tardive dyskinesia (TD)
and those without TD and found that the TD cases
had a family history loading for affective disorders in
first-degree relatives.

Drs Dinan & Kohen used DSM-III criteria in their
study. The use of various criteria in different studies
and the difficulties associated with reaching a consen-
sus definition in the problematic area of ‘overlap’
(schizoaffective) between schizophrenia and affective
disorders (Brockington & Leff, 1979), together with
Drs Dinan & Kohen’s finding of an excess of hospital
admissions in their patients, suggest the probability
of complex lesions of brain tissue which given
time and severity will lead to TD. However, the
simplistic belief that neuroleptics or lithium are
sufficient causes of TD persists among clinical psy-
chiatrists. This has both theoretical and medico-legal
importance.

JANE FALVEY
Child and Family Centre
Castleknock
Dublin
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Sir: Dinan & Kohen (Journal, July 1989, 155, 55-57)
present evidence suggesting that the duration of
lithium therapy may be a risk factor for tardive
dyskinesia.

It would be interesting to know whether their
patients were maintained on lithium alone, or
whether neuroleptics were administered concur-
rently. If the tardive dyskinetic effect of the lithium
treatment was observed in patients receiving no con-
current neuroleptics, then these authors’ doubts
about the recommendation (Gardos & Casey, 1984)
to maintain bipolar patients on lithium rather
than on neuroleptics are indeed well founded. Other-
wise, the report has no bearing on that recommen-
dation, since an interaction between lithium and
neuroleptics can explain their observation.

The addition of lithium to haloperidol dosing regi-
men increases the levels of haloperidol in the red
blood cells and the plasma of humans (Nemes e al,
1986) as well as in the brain and plasma of guinea
pigs (Nemes et al, 1987). These effects of lithium
may underlie the reported relationship between the
duration of lithium treatment and risk for tardive
dyskinesia.

JAN VoLAVKA
Nathan S. Kline Institute,
Orangeburg, NY 10962
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Sir: Dinan & Kohen (Journal, July 1989, 155, 55-57)
reported a study on tardive dyskinesia in bipolar
affective disorder, and suggested that lithium ex-
posure is one variable leading to TD. The obser-
vation was made after matching the patients with and
without TD in terms of length of illness and duration
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of neuroleptic treatment. Examination of the sub-
jects shows that actually, those with TD have two-
fold more psychiatric admissions compared with
those without TD; thus they are probably the more
severely ill group of patients. It is to be expected that
they might have received higher neuroleptic dosage
during hospital stays, and so the cumulative neuro-
leptic dosage might have been higher in the group
with TD. The lower current neuroleptic dosage in the
group with TD compared with those without TD
may reflect the attending doctors’ attempts to reduce
dosage of neuroleptics after onset of TD, rather than
these patients requiring lower maintenance dose of
neuroleptics. To establish that lithium exposure is
really a risk factor for the development of TD, the
cumulative neuroleptic dosage should be matched
for the two groups of patients.

HELEN CHIU
Department of Psychiatry
Chinese University
Prince of Wales Hospital
Shatin, Hong Kong

Sir: Dr Falvey is clearly correct in pointing out the
multivariate aetiology of TD. The disease process,
ageing and psychotropic medication probably all
interact to produce the disorder. Our study, in
attempting to elucidate the role of lithium in the
development of TD in bipolar affective disorder, is
in no way suggesting a univariate iatrogenic model
for TD. The literature to date does not support
such a model, and such thinking has considerable
medico-legal significance.

It is possible, as Dr Chiu argues, that the lower
current neuroleptic dosage in the group with TD may
be an attempt by the clinician to reduce the dosage of
neuroleptics after the onset of TD. A review of the
patient records in general does not support such a
view. In the majority of patients, the presence of even
moderately severe orofacial dyskinesia was not noted
by the attending clinician.

The fact that all patients fulfilled Schooler & Kane
research diagnostic criteria for TD meant that each
had at least 2 months’ neuroleptic exposure. We
agree with Dr Volavka that a study of patients
treated with lithium but having no previous neuro-
leptic exposure would be useful. Such patients are,
however, few and far between.

TiMOTHY G. DINAN
DoRrRA KOHEN
St James's Hospital
James's Street
P.O. Box 580
Dublin 8
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The opiate prescribing debate

Sir: Your readers will have been mislead by a recent
letter from Dr John Marks (Journal, October 1989,
155, 566) in which he suggests that making opiate
drugs more available reduces the problems associ-
ated with drugs. Dr Marks cites two references and
suggests that these support his assertion.

Unfortunately these references are not to clinical
trials or studies, but correspondence in which he
restates his well-known views. The relationship
between prescribing policies and the behaviour of
drug users is far from understood. The notion that
more liberal prescribing policies will reduce the crime
rate remains an important hypothesis which requires
testing.

ANDREW JOHNS

St George's Hospital Medical School
Department of Psychiatry
Cranmer Terrace
London SW170RE

The evaluation of mental health care systems

Sir: Hafner & an der Heiden (Journal, July 1989, 155,
12-17) discuss the evaluation of mental health
care systems. They leave a number of questions
unanswered and, indeed, unasked.

The question is set as to whether out-patient care
affected either the length of time spent in the com-
munity or the length of time during readmission to
hospital. There is inadequate description of the
nature of this care, and no real mention of the
alternatives, this despite the earlier plea that “‘inter-
ventions subject to evaluation must be described
precisely”.

It is debatable whether the two effectiveness cri-
teria cited constitute a valid therapeutic outcome
when used in such an unqualified way: perhaps the
reasons for readmission would shed some light on
how out-patient care is provided so cheaply in this
case? Similarly, Fig. 2 of the paper raises the question
as to why patients with the highest chance of
readmission had the lowest frequency of out-patient
contact: surely it is wrong to conclude that frequency
of out-patient contact directly influences the chance
of readmission, despite allowing for a few of the
possible intervening variables (symptoms, length of
previous in-patient stay, and living conditions)?

Our main comments are reserved for the method
of economic analysis (itself at odds with the request
not to overvalue economic factors). Direct monetary
cost is used as the sole indicator of total cost and,
subsequently, an attempt is made to relate this to
(unmeasured) non-monetary costs such as burden of
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