
Matters arising

in partial elementary and partial complex
siezures. 3-6 So these changes and a possibly
related Leao's spreading depression8 cannot
explain why headache follows partial com-
plex seizures but not partial elementary sei-
zures. A different mechanism therefore
should operate in post-ictal headache. Dana-
Haeri et al9 and Pritchard et al5 reported a
significant rise in prolactin levels after com-
plex partial seizures but not after partial ele-
mentary ones. Such hormonal changes
suggest involvement of hypothalamic nuclei
in complex partial seizures. Does neuronal
discharge involving noradrenergic and sero-
toninergic pathways originating in the locus
coeruleous and brainstem trigger the vascu-
lar changes that may be responsible for
headache? A similar "central" mechanism
has been hypothesised for migraine." We
think that to obtain useful information on
the mechanism of post-ictal headache, fur-
ther studies should be performed taking into
consideration seizure physiopathology and
completed by neuroendocrinological and
neurophysiological findings.
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A double-blind controlled trial of high dose
methylprednisolone in patients with multiple
sclerosis

Sir: High dose methylprednisolone seems to
be a promising treatment in multiple sclero-
sis patients.'
Some questions though remain

unanswered by the authors: firstly, did the
benefit last longer than four weeks? From
the study by Rose et al2 it is known that the
difference in recovery between ACTH and
placebo-treated multiple sclerosis patients
suffering from a relapse was no longer statis-
tically significant after four weeks. Secondly,
was the severity of relapse comparable in
both groups? Clinical disability scores were

higher in methylprednisolone treated
patients than in controls; this might have
reflected more serious relapse in the former
which usually results in relatively more

recovery as measured by steps on the EDSS
score. Thirdly, in the chronic progressive
group, the actively treated patients were also
more disabled on the Kurtzke Scale than the
controls; they improved markedly because
of a decrease on spasticity.
The authors did not state whether there

was any difference between the groups with
regard to physiotherapy and treatment with
muscle relaxants.
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Milligan et al reply:

The trial was designed only to assess short-
term effects of high dose pulsed intravenous
methylprednisolone (iv MP); we did not feel
justified in withholding corticosteriods for
longer than four weeks in placebo treated
patients, especially those in whom disability
increased during the trial. Forty-eight of 50
participants were reviewed 13-35 (mean 23,
SD6) months later, under open conditions
and in some cases after receiving additional
treatment with corticosteroids. Mean dis-
ability status scores at entry, one month and
later follow-up were 5 4, SDIl8, 4 2, SD2 4
and 4 9, SD2-8 in the iv MP treated group
compared with 4-2, SDIl7, 4-1, SD2-0 and
4-8, SD2 8 in placebo treated patients. Four
patients had improved, eight were
unchanged and 12 worse in the iv MP group
at late follow up; corresponding figures for
placebo treated patients were 6, 8 and 10.
Patients in relapse have not been dis-
tinguished from those with chronic
progressive disease in this analysis. As
expected, there is therefore no long-term
benefit following the intention to treat with
a single course of iv MP.

In assessing the balance between
beneficial and side effects, eight adverse
events occurred during 1,1 16 patient months
of follow-up of which seven developed in
actively treated patients but none was severe
and only two (pain in the dorsal spine and
hip, each without radiological abnormality)
possibly related to iv MP.
Owing to a randomisation bias, patients

treated with iv MP during relapse had
higher disability scores at entry than those in
the placebo group. Numerically, there was
therefore a greater potential for recovery
following iv MP treatment; however, we are
unaware of evidence indicating that more
severely affected patients do actually achieve
greater spontaneous recovery over one
month than individuals with milder relapses
and there are considerable difficulties in
attaching significance to numerical changes
in the disability status scale which is not lin-
ear. Patients in relapse who were most sever-
ely affected at presentation did not make a
disproportionate contribution to our statis-
tical analysis of results (see fig V'). It is there-
fore likely that the clinical improvement
observed was a consequence of treatment.
These arguments also apply to the chronic
progressive group in which there is even less
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potential for spontaneous recovery; more
severely disabled patients were also by
chance randomised to active treatment in
this group.

Physiotherapy was offered only to
patients in the relapse group, but since
almost every individual receiving iv MP was
discharged from hospital after one week, in
practice none was treated in this way. Con-
versely, controls remained longer in hospital
and received physiotherapy; if physical
treatment improves disability during relapse

this arrangement will have underestimated
the effect of iv MP during acute relapse.
Some patients in the chronic progressive
group were receiving muscle relaxants at
presentation and these were maintained
throughout the trial; no new treatments
were introduced until after the assessment at
one month.
We accept that there are limitations in the

design and size of this study, but our prac-
tice is now to use iv MP on an open basis
during relapse and as a means of reducing

Matters arising

motor disability in patients with chronic
progressive disease.
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Book reviews

Survey of Functional Neuroanatc
By Bill Garoutte. (Pp 210; LI IC

nia: Jones Medical Publicationt
trib: Wolf Medical Publications,

This short paperback is a careful
and accurate introduction
anatomy. It is succinct, clearly i

in broad strokes covers the ma

the subject. In addition to
morphology, it touches brief
embryology of the emergent bra
lines the essentials of histology.
liberally illustrated with clear sc]

line diagrams-many taken i

texts. At the end of each sectio
clinical examples with questions
dent, followed immediately by
answer. These will add to ti
though the examples are a bit tc
sometimes glib.
The attempt to blend the ph

smidgeon of transmitter chemistr
clinical tasties will appeal to
reader. The coverage is however,
example the section on basal gE
little information about the mec
applied neuroanatomy of Parki
ease and the chapter on sensorz
perhaps wisely, evades the com
pain. It is nonetheless an attr'
book. For the 2nd MB studer
superficial, except as an intro
does not rival, but would admi
plement the vastly improved rec

of Manter and Gatz, Snell, or Ba
would be invaluable for nurses, s
apists or physiotherapists-"he-
professionals" (sic).

Clinical Applications of Computer Analysis
of EEG and other Neurophysiological
Signals. Edited by FH Lopes da Silva,
W Storm van Leeuwen, A Ramond. (Pp
506; $160.00.) Amsterdam: Elsevier, 1987.

This is part of a revised series of the Hand-
Dmy 2nd ed. book of Electroencephalography and Clinical
)0.) Califor- Neurophysiology covering various aspects of
s. UK Dis- computer processing of EEG, evoked poten-
,1987. tials and electromyography (EMG) data. Of

the 13 chapters nine are devoted to EEG,
[ly prepared three to evoked potentials and one to EMG.
to neuro- Although the book is entitled Clinical
written and Applications, the opening chapter is on auto-
in areas of matic artifact detection which provides a

the gross comprehensive assessment of the means of
ly on the minimising or rejecting unwanted signals.
in and out- As most of the methodology is described in
The text is Volume 1 its contents for cross reference
hemata and would have been welcome in Volume 2. An
from older area where computers have provided the
n there are much needed facility for data reduction and
for the stu- detection of certain trends is in the long term
a concise monitoring of EEG, but now the question is

he interest, whether it is of value in monitoring cerebral
)o brief and function during surgery affecting brain cir-

culation and metabolism. This and the more
iysiology, a practical problems associated with long
ry and some term EEG recordings are considered in
the student detail but the role of evoked patentials in
uneven; for intra-operative monitoring is rather inade-
anglia gives quately covered in three paragraphs.
.hanisms or The clinical applications considered in
inson's dis- this volume are those of quantitative EEG in
y pathways, epilepsy, cerebral ischaemia, and renal
plexities of disease. Clinical applications of evoked
active little potentials have been omitted. This is a

nt it is too serious omission since evoked potentials
oduction. It have contributed significantly to differential
irably com- diagnosis and now form a major thrust of
ent editions any clinical neurophysiology department.
rr. I think it The advantages of quantitative EEG and
speech ther- EMG in various conditions including
alth science psychoneuropharmacology are well illus-

trated showing how new avenues of research
JMS PEARCE have made use of these measures.

The advances in microprocessors and
their cheap memories have made quan-
titative EEG more accessible but, as the
chapter on computer analysis in epilepsy
concludes, there is a fair way to go before
totally error free automatic detection of
specific EEG patterns (eg. epileptiform
activity) is possible, thereby making the
analysis completely objective. Another tech-
nique only made practical with computer
databases is neurometrics which provides a
statistical comparison of patient data with a
large normative database. This is compre-
hensively covered for both EEG and evoked
pQtentials. The chapter on sensory poten-
tials actually provides a normative database
gathered from a large number of published
studies. New techniques in the estimation of
evoked potentials and their source local-
isation using large electrode arrays and spa-
tial maps have been evaluated in terms of
their practical value. This chapter concludes
that the role of computers in the study of
topographic maps is limited to their
generation as the analysis is generally still
subjective. The chaper on signals of cog-
nition highlights the hypotheses and models
of psychological processes associated with
various event related po.ten.tial peaks. As in
the past, technological advancement and its
transfer to the study of electrophysiology
will lead to a better understanding of the
underlying neurophysiological processes. In
this regard this volume provides an excellent
account of the computer based analysis and
applications of EEG and EMG as practised
at present but I feel that insufficient
emphasis has been given to evoked
potentials.

L) K PRASHER

Diabetic Neuropathy. Edited by Peter J
Dyck, P K Thomas, Arthur K Asbury. (Pp
322; £55.00.) London: W B Saunders. 1987.

This is a monograph on diabetic neuropathy

copyright.
 on M

ay 22, 2023 by guest. P
rotected by

http://jnnp.bm
j.com

/
J N

eurol N
eurosurg P

sychiatry: first published as 10.1136/jnnp.51.4.597-a on 1 A
pril 1988. D

ow
nloaded from

 

http://jnnp.bmj.com/

