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Leigh's disease is rather a nosological

mess at the present time with cases being
reported from various times of life, and with
various bits of evidence incriminating
different metabolic pathways in the energy
generating system. Provided that we keep
our eyes firmly fixed on the fact that acute
energy deprivation seems to be at its root,
and this may come about from various
causes, both environmental and genetic, it
becomes easier to think constructively about
the fundamental nature of the problem.

JB CAVANAGH
Toxicology Research Unit,

MRC Laboratories,
Woodmansterne Road,

Carshalton,
Surrey SM5 4EF, UK
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The syndrome of irreversible lithium
effectuated neurotoxicity

Matters arising

especially in the cerebellum may be the
mechanism involved in the aetiology of this
syndrome.

Sir: I read with interest the case report by
Tesio et all describing a cerebellar syndrome Departm
in lithium poisoning. There is a general lack
of awareness about irreversible and untreat-
able complications of lithium treatment2
despite evidence to contrary.3-5 Till
recently it has been maintained that the side-
effects of lithium are not disabling.2 I
identified 55 cases of persistent sequelae of
lithium therapy after a review of published References
literature though earlier reviews had given a
smaller number.3`5 Some of the cases of I Tesio M, Po
persistent sequelae of lithium therapy have drome in
been mistaken for neuroleptic malignant recovery.
syndrome' owing to a superficial resem- 2 Editorial D
blance. Moreover, some cases of longlasting maintenal
sequelae of lithium therapy may occur with- 3 Donaldson
out having acute poisoning, a fact which has neurologi
not been appreciated in earlier reviews.34 therapy. v
Though most common sequelae are persis- 4 Schou M. L
tent cerebellar symptoms, other clinical after lithi
manifestations have also been documented. Scand 198
In a typical presentation, acute lithium poi- 5 Adityanjee.
soning precedes the sequelae and the acute 6 Adityanjee
phase is generally without cerebellar symp- or lithiun
toms.4 As consciousness returns the neu- 1987;150:
rological sequelae become more apparent.4 7 Lewis DA.
In four cases cerebellar signs were present neurotoxi
from the beginning of the acute phase in the 2029-30.
cases I reviewed. Atypical presentations may 8 Slonim R, M
include persistent papilloedema, optic neu- unusual
ritis, isolated downbeat nystagmus, periph- 9 Saul RF, Ha
eral neuropathy and myopathy. Those with tumour ce
atypical presentations are unlikely to have ate. JAM.
undergone an acute organic brain syn- 10 Pesando P,
drome. In such cases symptoms develop papilloedr
insidiously while on long-term lithium ther- ium carbc
apy and persist after discontinuation for psychophc
varying periods. Prognosis generally iS good toxicity: c
and in some cases of chronic lithium neu- 1985;66:7
rotoxicity the neurological signs may resolve
in less than two months after discon-
tinuation.7-10 These cases7-9 cannot be Tesio replies:
termed longlasting according to criteria laid
down by Schou.4 In general spontaneous I agree with E
recovery may occur in varying degrees over we recognise
a period of time. Some cases, however, may ium poisonin:
be unchanged and irreversible. Complete the syndron
neurological recovery is uncommon but effectuated ne
patients may respond to rehabilitative mea- First, howt
sures with significant functional gains and more definite]
may return to previous living arrange- syndrome an
ment.1 1 diagnosis.

I suggest that these persisent sequelae of The case I a
lithium be called the syndrome of "Irre- a previous
versible Lithium Effectuated Neuro Tox- Literature2-4
icity." Extensive demyelination has been itself suggest
found by biopsy of peripheral nerves so rological def
involved. It is likely that toxic demyelination cation could I
at various sites in the central nervous system gnomic for
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)r Adityanjee's suggestion that
the persistent sequelae of lith-
igas a syndrome to be named
ne of irreversible lithium
eurotoxicity.
ever, I think we should state
ly the specific features of this
Id the minimal criteria for its

and my coworkers described in
paper,' the review of the
and Dr Adityanjee's letter

,t that only persistent neu-
ficits following acute intoxi-
form specific syndrome patho-
lithium poisoning. Minimal
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Matters arising

criteria for diagnosis could be the following:
(1) onset with acute organic brain disease,
(2) anamnestic and/or laboratory evidence
of lithium over dosage prior to the onset of
acute organic brain disease, (3) simulta-
neous appearance of severe cerebellar signs
and of mild peripheral neuropathy as con-
sciousness recovers, (4) persistence of cere-
bellar signs six months after poisoning and
discontinuation of lithium therapy.

This last point is supported by the evi-
dence that substantial improvements of the
neural deficits themselves cannot be
expected after six months, though functional
improvement may occur3 up to one year
after poisoning. "4
As Dr Adityanjee remarks, non-nervous

acute and chronic sequelae, such as renal
and/or cardiac failure, Grave's disease and
myopathies may complicate the clinical pic-
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ture.4 These sequelae may also be dramatic ever, the syndrome itself could be identified
enough to point to some form of acute and related to lithium poisoning with a
intoxication,' and/or persist to various higher degree of specificity.
degrees of severity4: nevertheless, they seem
to lack the specificity needed for a suspicion
of lithium poisoning either in the acute or in
the chronic phase.
Dr Adityanjee claims that neurological References

signs and symptoms may well follow chronic I Tesio L, Porta GL, Messa E. Cerebellar syn-
lithium intoxication, too: however, he also drome in lithium poisoning: a case of partial
recalls that usually they are much more vari- recovery. J Neurol Neurosurg Psychiatry
ous and reversible than those following 1987;50:235.
acute intoxication. Thus, I suppose he 2 Cohen WJ, Cohen NH. Lithium carbonate.
would agree that the identification of a haloperidol, and irreversible brain damage.
specific and irreversible syndrome in chronic JAMA 1974;230, 9:1283-7.
toxicity should be much more questionable. 3 Izzo KL, Brody R. Rehabilitation in lithium

Certainly, limiting the diagnosis of te
. toxicity: case report. Arch Phys Med Rehab

CertanlnY, limiting the diagnosis Of the 1985;66:779-82.
syndrome to the cases fulfilling the above 4 Schou M. Long-lasting neurological sequelae
minimal criteria should make this syndrome after Lithium intoxication. Acta Psychiatr
a rather rare finding. At the same time, how- Scand 1984;70:594-602.

Book reviews
Symptom Management in Multiple Sclerosis.
By Randall T Schapiro. (Pp 128; $14.95 h/b;
$9.95 p/b.) New York: Demos Publications,
1987.

The editor of this small book is the Director
of Rehabilitation at a multiple sclerosis cen-

tre and the Clinical Professor of Neurology
at the University of Minnesota. He has
assembled a team of twelve to describe the
management programme developed at their
rehabilitation unit.
For each symptom there is a brief expla-

nation, a mention of drug treatment and a

variety of rehabilitation therapies. The con-

tributors are in the main nurses,

occupational and physical therapists and it
is in these supportive ancillary professions
that the main appeal of this book will find
favour.
There is an excellent introductory sum-

mary of the CNS in two pages, a brief but
equally lucid statement on "multiple sclero-
sis is...". Then chapters on tremor, spas-

ticity, weakness, fatigue, sexuality, diet,
pressure sores, bladder and bowel etc. Each
is commendably brief, simple and clear. In
fact most sections left one wanting to know
more detail of what was done in Fairview
Hospital. Although the neurologist will
learn nothing new, it may be helpful for him
to read about the way others handle his
patients.
The editor also has in mind the multiple

sclerosis patient, family and friends, who
doubtless will find interesting and readable

accounts which will aid their understanding intensive monitoring in specific problem
of what are nowadays termed "therapeutic areas, data reduction and a summary sec-
goals". tion. My main criticism of the work is that it

Simple plain writings often conceal con- covers an area already well reviewed, often
siderable labours in their preparation. This by the very same authors-and indeed some
small practical volume is welcomed and will chapters follow very closely previously pub-
benefit a wide range of readers. lished papers. Most of the chapters go over

JMS PEARCE well trodden ground, and while many are
well written, the whole has a pedestrian feel.
The book must have been some time in con-
ception, as few (any?) of the references post
date 1985 (the date of the conference was

Intensive Neurodiagnostic Monitoring. not given). The best chapters are the most
(Advances in Neurology Vol 46). Edited by original or the most technical, and these
Robert J Gumnit. (Pp 285; $64.50.) New include the two chapters on data reduction
York: Raven Press. Japanese distribution (by Gotman and Frost), and that on ambu-
exclusively by Igaku-Shoin Ltd, 1986. latory ECG and EEG monitoring (by Blum-

hardt). Ives gives a simple but succinct
This, the 46th volume of the Advances in review of video recording, and Kellaway an
Neurology series, is only the second to be authoritative review of monitoring in chil-
devoted wholly to diagnostic investigation. dren. The chapter by Engel and Crandell, is
As many readers will agree, the issues in this interesting in seeming to show a much more

series have varied considerably in their cautious approach to intracerebral record-
worth, and this current edition is only mod- ing than in their previous publications, and
erately useful. These multi-authored books their indications for this procedure seem to
usually are composed of formal reviews, and have narrowed. Omissions from the book
this volume is no exception. It is the publica- include any mention of intensive care mon-
tion of the proceedings of a conference on itoring or the monitoring of sleep. In 1985,
Intensive Neurodiagnostic Monitoring, held Supplement 37 of the journal Electro-
as a satellite to a meeting of the American encephalography and Clinical Neuro-
Epilepsy Society. The book is therefore physiology was published as a hard back
almost entirely concerned with monitoring volume, to celebrate the 50th anniversary of
in epilepsy, and is a largely American view the Montreal Neurological Institute, enti-
(indeed, the style and imprimatur of the tled Long Term Monitoring in Epilepsy (Ed
American Epilepsy Society is very obvious Gotman, Ives and Gloor). This was a much
throughout). It comprises 18 chapters more interesting and original, and more

grouped into sections on: combined video technically accomplished book.
and EEG recording, ambulatory EEG, SIMON SHORVON
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