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ance, hallucinations (usually visual) or fluctuation
due to temporary confusional state can occur in a
large proportion ofpatients satisfying the NINCDS
ADRDA (McKhann et a!, 1984)criteria(FÃ¶rstleta!,
1992, 1993). The McKhann and McKeith criteria are
not mutually exclusive. Therefore it would have
been possible and of advantage if our patients with
Lewy bodies had shown an increased rate of halluci
nations, fluctuations, and so on. They did not. All
eight were demented as required by the NINCDS
ADRDA criteria, five showed rigidity with cog
wheeling and two had other â€˜¿�psychiatric'disturb
ances.This is in good agreement with Lewy's original
findings, who felt that

â€œ¿�thepsyche is seldom spared in the course of illness (of
Parkinson's disease; transl. note). The mental symptoms
mayhavedifferentcharacteristics. . .but all belongto the
group of senile dementia. In the early cases anomalies of
affect prevail, partly ofa euphoric, partly ofa depressive
nature; they are often associated with hallucinations and

paranoid ideas derived from them. In the later years, the
disturbanceofmemorizing andofmemory predominate
and lead to the most severe stages of dementia in a small
number of patientsâ€•(Lewy, 1923; see FÃ¶rstl & Levy,
1991).

We would be considerably concerned if traditional
classification systems be abandoned (Almeida et a!,
1992) in order to accommodate patients with de
mentia, paraphrenia or delusional depression and
those with Lewy bodies in one group (together with
â€˜¿�preclinical'cases of odd cortical Lewy bodies),
patients with dementia, paraphrenia and delusional
depression without Lewy bodies in a second group,
and â€˜¿�otherdiseases' in a third.

Hughes et a! (1992) have recently reported the
neuropathological findings of 100 patients with clini
cally diagnosed Parkinson's disease. Similar to our
series, all of their patients who had Lewy bodies in
the brainstem also had Lewy bodies in the cortex. We
would be interested to hear about these patients' cog
nitive status. It would certainly strengthen the Lewy
body's role in psychiatry if some of those patients
were demented, depressedor at least paraphrenic.

Should a significantly larger number of patients
with cortical Lewy bodies be cognitively impaired,
hallucinating, fluctuating, and so on, than Parkinson
patients without cortical Lewy bodies, we will suc
cumb to the ideas from Newcastle.
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AUTHOR'S REPLY: What Edwards and co-authors do
not seem to realise is that they have taken our point
correctly. We are not at all convinced that the mere
presence of cortical Lewy bodies in demented
patients is sufficient evidence to propose a discrete 13-
amyloid dementia rather than a variant. We are
delighted to hear that the authors have undertaken
quantitative immunohistochemical studies using
monoclonal antibody to @3-amyloidprotein. We have
done that too and came to similar conclusions which
we though were not worth reporting, because of the
small number of cases in our study.

Liberini et a! suggest an intriguing mechanism
which may underlie the reported association between
Lewy body pathology, cell loss or cell shrinkage
in the basal nucleus of Meynert, and frontal lobe
atrophy. This possible mechanism may offer an
interesting therapeutic perspective.

McKeith et a! (Journa!, August 1993, 163, 262â€”
263) argue that the patients in our prospectively
examined sample were biased so that they could not
possibly satisfy their operational criteria. This is hard
to believe as, for example, extrapyramidal disturb
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Lithium toxicity at therapeutic serum levels

SIR: Bell et a!(Journa!, May 1993, 162, 689â€”692)have
suggested monitoring of red blood cell (RBC) and
plasma lithium levels in patients who develop lithium
toxicity. However, they have neither given the RBC
lithium levels nor demonstrated the necessity for
monitoring them concurrently with the serum levels.
The following case elucidates the importance of this
investigation.

Case report. S, a 45-year-old woman with recurrent bipolar
affective disorder of eight years' duration, has been on
prophylacticlithium(900 mg/day @iithaserumlithium level
of I .05 mmol/l at the last follow-up three months ago) for
five years. She was admitted with a history of withdrawal
(eight days), occasional vomiting(four days)and stupor (24
hours). On examination, her vital parameters were normal
and shewasnot dehydrated.Shewasin alteredsensorium,
not responding to verbal commands and incontinent. Her
metabolic parameters including serum electrolytes were
normal. An x-ray of the skull, a cranial computerised tom
ography scan, and lumbar cerebrospinal fluid studies were
also normal. Her serum lithium level at admission was
0.5 mmol/l, 12 hours after the last lithium dose (450 mg).
Lithium was discontinued on admission. The serum lithium
levelas wellas the clinical status were the same the next day.

Her RBC lithium level was 1.0 mmol/l against a corres
ponding plasma level of 0.5 mmol/l. Two days later the
patient's sensorium had improved. She was no longer
incontinent, obeyed simple commands, and indicated her
needs verbally. Her RBC lithium level was 0.8 mmol/l
against a plasma levelof0.2 mmol/l. Twelve days after stop
ping lithium the patient was completely orientated and was
ambulant with no neurological deficits. Her RBC lithium
level was 0.3 mmol/l and her plasma level was below
0.2 mmol/l. She was discharged one week later with no
drugs. She has remained symptom-free for the past 15
months of follow-up.

For this patient, the serum lithium level alone was
misleading â€”¿�being at the lower end of therapeutic
range and hence not toxic. However, monitoring
RBC lithium levels revealed high intracellular con
centrations. After stopping lithium the plasma levels
decreased rapidly, whereas the RBC lithium levels
showed a slower fall. The clinical status of this
patient improved with the fall in RBC lithium levels.
This case highlights the importance of RBC lithium
level monitoring in addition to serum level and
strengthens the case for the suggestion of Bell et a!.
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Psychiatric morbidity in the relatives of schizophrenic
probands

SIR: We were puzzled by some of the figures pre
sented by Varma & Sharma (Journa4 May 1993, 162,
672â€”678)in their paper. In the methods section,
having started with the first-degree relatives of 162
patients and 106 controls (a maximum of 324 and 212
parents respectively), 11 parents of the schizophrenic
group and four parents of the control group were
excluded because of inadequate data. Despite these
exclusions, data presented on the smaller samples
still included 324 parents of schizophrenics and
212 parents of controls, the maximum possible
number. We would be grateful for clarification from
the authors as this would help us to evaluate the
potentially interesting results presented on this large
dataset.
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AuTHoR'S REPLY: In response to Walsh & Gill I
would like to clarify that we had deliberately
excluded 11 parents of the schizophrenic group and
four parents of the control group for uniformity
sake. This was done because they were step-parents
and their number was too small for any significant
analysis. In our study biological parents were taken
into consideration. This is the reason for the 324 and
212 parents being present in our analysis.
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