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Matters arising
Focal epilepsy in India

Sir: We read with interest the article on focal
epilepsy in India by Wadia et al. Like other
neurologists and neurosurgeons in India we
have seen a considerable number of patients
with focal epilepsy whose CT scans show
small ring or disc enhancing lesions. We
have done CT guided stereotaxic biopsies on
six such lesions using the Brown-Roberts-
Wells system (Radionics Inc. Burlington
Mass, USA). In all these cases the biopsy
was reported as "nonspecific chronic
inflammatory lesion". These lesions are
"focal encephalitides" whose cause has yet
to be determined. The enhancing lesion is the
cause of the epilepsy and is therefore not a
post-ictal phenomena. Five of these patients
were followed up with only anticonvulsant
therapy and in all of them the lesions have
disappeared or left a small calcified residue,
within three months. We also think that the
CT characteristics of these disappearing
lesions are distinct from those ofsmall tuber-
culomas. Therefore we disagree with the pol-
icy, advocated by Wadia et al,1 of starting
these patients on antituberculous therapy.
We prefer to give only anticonvulsants as
advised by Sethi et al.2 A detailed report of
these patients with the pathology and CT
characteristics of these lesions will soon be
published.
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Wadia et al reply:
We did not in fact state anywhere that we
advocate the use ofantitubercular therapy in
all such cases. We did in the period 1982-85
use antituberculous therapy for all cases.

Towards the end of the study we also consid-
ered treatment of cases without such drugs.
Unfortunately our first such trial was a near
disaster. As evidence accumulated from
other centres we now do not use anti-
tuberculous treatment in all cases. We know
that the vast majority of neurologists in
India were doing as we were, in that period
probably including the authors of the above
letter. That some of these lesions are
tuberculomas we have already proven
unequivocally (histologically positive). The
question of how many remains to be
answered by accumulation of other con-
secutive studied cases in series such as ours.
The authors say they have biopsied six

lesions. Were these consecutive cases? If they
were the trial must have started after our

paper was published. We see 1-2 cases a

month in our relatively small hospital. If it
was started before the paper was published
then it is a totally selected set of biopsies and
a large number of cases have not been biop-
sied and the significance of their finding is
unclear. If the cases are consecutive cases
would it be correct for us to state that the
authors are now "advocating" that all
centres in India do likewise or transfer these
cases to centres that can do so?
At present we stick by our view as

expressed. Biopsy at first diagnosis seems

unnecessary for the lesions resolve with med-
ical therapy. There is dilemma as to
aetiology. Some of these are tuberculomas.
Others may be of diverse aetiology of which
focal encephalitis of unknown aetiology may
be one. At the time we wrote the article evi-
dence for this was only a hypothesis but the
authors seem to show some more positive
evidence of the same. However, we have
heard good neuropathologists say clear
diagnosis of tubercular infection from
stereotoxic CT guided biopsy would be
difficult. We had originally written that
waiting without specific treatment may be
hazardous if follow up is defective. This we
have already shown may be so. It is clear
now that our idea of the hazard was over-

rated. A study from several centres in India
where all cases are biopsied would teach us

more on these lesions though we do not
think (at present) that this would be the best
way to manage these cases.

Carnitine palmitoyltransferase deficiency

Sir: In a recent issue of this journal Carey
et al' reported a case of carnitine pal-
mitoyltransferase (CPT) deficiency
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presenting with abnormal mitochondria.
This paper contains several points which
require further comment.

First, there are two enzymes with CPT
activity, CPT I and CPT II; they have
different molecular weights and are located
at different sites. CPT I is located in the outer
mitochondrial membrane whereas CPT II is
on the inner face of the inner membrane.2
The assay used does not differentiate
between the two types. This uncertainty is
compounded by the absence of any informa-
tion about the conditions used for centrifu-
gation of the homogenate. We are not able
to decide whether they measured CPT I,
CPT II or total activity. We also feel that the
use of an insensitive end-point assay is much
less satisfactory than those which allow the
measurement of the rate, and as these exist
for the measurement of CPT I and CPT II
activities their use is to be preferred.3

Second, the authors are correct in stating
that morphological abnormalities have
never been reported in CPT deficiency. How-
ever, they suggest that the apparent CPT
deficiency is the cause of the morphological
abnormalities demonstrated, without having
excluded any of the more common causes
such as defects of the respiratory chain, in
particular cytochrome oxidase deficiency. It
is entirely possible that the activity of all
mitochondrial enzymes was low in the frac-
tion studied.

Third, measurement of 14CO2 release
from "C-palmitate is not an accurate mea-
sure of palmitate oxidation. The "4CO2
released is only a minor product and does
not necessarily reflect the flux through beta-
oxidation.4s

Fourth, the authors in table 1 have men-
tioned a mean value plus a range. From their
figures it seems that they only determined the
activity in two control subjects. If so, this
should be stated, as it would then make the
results quoted in this table meaningless since
the figures for the controls are different by an
order of magnitude.
We feel that the results shown in this

paper do not confirm CPT deficiency as the
primary biochemical defect. It is necessary to
raise the above points as the diagnosis of
mitochondrial disease is difficult and a more
thorough and logical approach is necesary.
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Carey et al reply:

We are grateful to Bindoff et al for their
interest and critique of our case report.
Some misunderstanding has occurred

over table 1. The quoted reference interval is
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a mean + or - 2SD, based on a population
of 100 muscle biopsy samples investigated.

Palmitate oxidation rates to CO2, in our
experience, have only fallen below the
quoted interval in this patient, and a number
of patients in whom a diagnosis of mito-
chondrial myopathy has been made by
means of histological and electron-
microscopical investigation of muscle tissue.

Furthermore poor conversion of carbo-
hydrate fuels and ketones to CO2 have
always been observed in this latter group of
patients, suggesting a reduction in total
mitochondrial metabolism. This is not the
situation in our patient presented in the case
report under discussion, where only a
decrease in palmitate metabolism was seen.

Book reviews

Postoperatdve Complications of Extracranial
Neurological Surgery. Edited by Norman H
Horwitz and Hugo V Rizzoli. (Pp 387;
£67.00.) London: Williams & Wilkins, 1987.

This text is a companion to Postoperative
Complications of Intracranial Neurological
Surgery published in 1982; it is a multi
author, North American text and has been
well edited to maintain a degree of uni-
formity. The topics range from laminectomy
to ECIC bypass; all chapters are very well
referenced. The chapter on laminectomy
and on herniated intervertebral discs and
spinal stenosis are excellent and offer very
good advice to those less experienced in
these procedures, the chapter on pain by
Nashold is an excellent review of pain relief
procedures and complications, as is the
chapter on carotid endarterectomy which
understandably, puts forward the American
view on this but in which there is a
sufficiency of detail and references to formu-
late one's own opinion. There is also very
good advice in the chapter on entrapment
neuropathies concerning the "minor" pro-
cedure of carpal tunnel decompression and
the last chapter on neuroradiology is partic-
ularly useful in view of the increasing range
and complexity of these investigations.

Overall the book is well organised, well
referenced with both an author and subject
index and although the price may seem a

little high for such a slim volume it is a mine
of useful information. I highly recommend it
as essential reading for those who perform
any extracranial neurological surgery.

T RUSSELL

AIDS and the Nervous System. Edited by
Mark L Rosenblum, Robert M Levy, Dale
E Bredesen. (Pp 402; $78.00.) New York:
Raven Press, 1987.

An authoritative monograph to cover what
is known on AIDS and the nervous system
was lacking and is desirable for several rea-
sons. Involvement of the nervous system in
the acquired immunodeficiency syndrome
occurs in about 30% of the cases in pub-
lished clinical series and in 70%-80% of
cases in pathological series. In Britain, the
clinical incidence of neurological syndromes
throughout the illness is in the region of
50%. The AIDS epidemic is becoming a
serious public health problem in many coun-
tries. The neurological community is likely
to become more and more involved in the
management of these patients as the
magnitude and complexity of the nervous
system involvement becomes more
apparent. Further, AIDS related research
may shed light on other neurological
diseases. The recent work on HTLV-I and
tropical spastic paraparesis is an example.

This book goes a long way to fill the need
mentioned above. It is intended for all those
involved in treating patients with neu-
rological diseases related- to HIV infection.
Most of the authors work at centres where
large numbers of patients with AIDS have
been seen and their contributions contain
their personal experience as well as
thorough reviews of the literature, usually to
the end of 1986.

After two introductory chapters, on an
overview of AIDS and the nervous system
and on neuroepidemiology, the book is
divided into five sections; Clinical Neu-
rological Syndromes and Diagnosis,
Diseases Affecting the Nervous System:

Prognosis and Therapy, Patient Care Issues
and a Conclusion with treatment
algorithms.
The clinical sections discuss comprehen-

sively central, and less so peripheral nerve,
neurological syndromes including those
directly related to HIV infection, oppor-
tunistic infections and neoplasms. Some-
times the descriptions are unduly weighed in
favour of basic aspects to the detriment of
the clinical side. This is particularly
noticeable in the chapter on viral
infections. Neurophthalmological and
neuroradiological aspects, neurology in chil-
dren and neuropathology are all considered
in separate chapters. Elsewhere there is a
useful chapter on Hospital Epidemiology
and Infection Control Precautions and a
stimulating one on the Biology of the human
immunodeficiency virus and its role in
neurological disease.
The standards of writing, editing, printing

and illustration are generally high, but a few
errors are inevitably present. Few would
agree with the statement that "mass effect
suggests progressive multifocal leuko-
encephalopathy rather than viral encepha-
litis" (page 146). Here and there references
are quoted wrongly.
These criticisms are, however, minor. This

book documents well the first 5-6 years of
work related to neurological involvement in
AIDS. In the fullness of time it will be a
document of what was known and hypothe-
sised in the mid 80s about neurological
involvement in AIDS. Currently, it is an
excellent source of facts and references and
should find a place in every medical library.
Most clinicians treating AIDS patients and
neuroscientists working in AIDS would
probably wish to have their own copy.

R J GUILOFF
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