
760

disease, examined at cerebral biopsy. Stain- The assessment of drug treatment of spas- whether c

ing of herpes simplex virus antigen is local- tic gait motor dis
ised to the cytoplasm of neurons and astro- Sir: The paper by Godwin-Austen and col- dependeni
cytes within a focus of 05 mm diameter. leagues, (J Neurol Neurosurg Psychiatry resulting f
Prior absorption of antibody with herpes 1981;44:1035-9) raises certain interesting reflex as

simplex virus abolished this staining in an points. motoneur
adjacent section. Subsequently, we have Although all of us are pleased when our including
examined a further five cases of papers are quoted, the citation of our paper motoneur.
Alzheimer's disease at biopsy, and 10 by Corston et al' gives the erroneous spasms,
others at necropsy, without any further impression that we demonstrated treat- ability at
positive regions being observed. ment of spasticity to be accompanied by Positive s

Although incidental findings like ours improvement in gait. In fact, we state quite both pati4
and those described by Dr Esiri are in explicitly in the Abstract, Resultsand Dis- ones and,
themselves fascinating, and indeed may cussion sections that baclofen therapy of disease bl
also be important as regards the function- our 22 patients with spinal cord disease did the tremo

ing of the affected area, they must, how- not alter gait.2 "Despite a considerable attribute

ever, still be viewed in the context of the reduction in resistance to passive stretch of with use

leg muscles, the difficulty with ambulationhyperton,
characterised as 'spastic gait' was unaf- fact, t is

6|t:>jrv I * fected in our patients."2 This suggests that conditionE
ff the so-called "spastic gait" is not merely a patient's

- result of masking normal movement by the abnormal

addition of the "positive symptom" of nal lesion.

hypertonus, but appears to be a more com- e

9* } ¢*plex disturbance in motor control and the term'

probably usually should be considered a of a patl
negative symptom".2 eaguati
Reasons for emphasising this point are as evaluation

follows. Despite the fact that patients, most and

t* * neurologists and even such expert clini-
*71 | e cians as Gowers have assumed that ment use

Figure Section oftemporal cortex from a "increased muscle tone may contribute which dire
59-year-old woman with Alzheimer's significantly to disability"' of gait, there it is hope(
disease showing area ofpositive herpes appears to be no evidence for that assump- fen, in pa

simplex virus immunoperoxidase reaction tion. Corston et al ' with their elegant quan- does red

product. Antigen is localised in the titative techniques for assessing gait were spasms ar
cytoplasm ofneurons and astrocytes unable to document improvement and we muscle tol
(arrowed). Counterstained with with our simpler methods,2 were also sur- that it do

haematoxylin x 125. prised to find that our patients walked as assume, tl
"stiffly" during baclofen therapy (which underlyinl
certainly reduced the number of spasms are indep
and the resistance to passive movement) as spasticity

they did before. Our patients and theirs
remaining area of tissue in these two par- were therefore unable to judge the effect of
ticular patients, and indeed, the same areas stiffness on gait.
in the other 47 patients with Alzheimer's I would quibble with the authors on two
disease which, in both our and Dr Esiri's other points. They state that "spastic
studies, showed no such positivity. hypertonia" is the only component of the

Whilst in no way do we underrate the disability in patients with spinal lesions
value of these kinds of observations in this "which has proved amenable to drug References

complex field of research, their very scar- treatment".' The thrust of our paper2 was ' Corston R

city means that any hypothesis that impli- to demonstrate that "spontaneous" The as

cate such findings in the pathology of the cutaneously induced spasms (flexor and gait.
pathogenesis of this common illness must, sometimes extensor) are more amenable to 1981;4
in the absence of firmer evidence, be therapy with baclofen in such patients than 2 Duncan C

extremely speculative. the "spastic hypertonia". Second, and evalual
DMA MANN, PO YATES, JS DAVIES, J HAWKES more important, is the practical problem symptc

Department of Pathology presented by their assumption that there is lesions

University of Manchester "an abnormal gait due to lower limb spas- 1976;2
Stopford Building ticity" and "the fact that spasticity reduces RG, Y

Oxford Road the range and velocity of movement of Disord
Manchester M13 9PT limbs."' I would suggest that spasticity, Book
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:onsidered more narrowly as "a
;order characterized by velocity-
t increase in tonic stretch reflexes
from disinhibition of the stretch
one component of an upper

.one lesion"3 or more broadly
other signs of upper

one lesions such as flexor
is not the cause of most of the dis-
bout which patients complain.
symptoms are more obvious to
ient and physician than negative
just as patients with Parkinson's
Lame most of their disability on
r, patients with spasticity tend to
much of their reduced facility
of upper or lower limbs to the
is which is so obvious to them. In
,the negative symptoms in both
s which account for most of the
disability. Both spasticity and
gait are symptoms caused by spi-

is but neither causes the other.
te it is no longer beneficial to use
'spasticity" to include all aspects
nt's disability.4 I whole-heartedly
th the authors' statements that
n of drug therapy for spasticity
clude "objective measurement"
"the objective method of assess-
d should measure parameters
ectly relate to the symptoms that
d to improve".' Although baclo-
atients with spinal cord diseases,
iuce spontaneous or induced
nd, to a lesser extent, increased
ne, I am pleased that we all agree
)es not improve gait. One must
therefore, that the abnormalities
g "spastic gait" in these patients
endent of those other aspects of
which baclofen does affect.
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4Young RR, Delwaide PJ. Drug Therapy-
Spasticity. New Eng J Med 1981;304:28-33
and 96-99.

Godwin-Austen and Corston reply

We found Professor Young's letter most
interesting, and would like to apologise for
misquoting his important paper. But the
implication of his comments must be that
spasmolytic drugs such as baclofen, while
demonstrably able to relieve the increased
resistance to passive movement in the spas-
tic limb, have no value in the treatment of
patients whose complaint is one of
difficulty with walking. We believe that
these drugs are widely recommended for
this purpose.
We were hesitant to conclude that baclo-

fen (and DS103-282) has no value in the
treatment of patients with spastic legs
whose complaint is one of difficulty with
walking, on the basis of a study of a small
group. But we agree with Professor Young
that where disturbance of gait is studied in
spastic subjects it is difficult or impossible
to demonstrate improvement attributable
to these drugs.

RB GODWIN-AUSTEN
RN CORSTON

What should neurologists do?

Sir: Your December Editorial and the
paper by Fitzpatrick and Hopkins' seem to
predict an era when social esteem rather
than professional excellence will come to
dominate neurological practice and when,
for much of the neurologist's day, hard clin-
ical truth will have to give way to expansive
symptomatic comforting. I doubt it. The
opening of neurological clinics to all com-
ers may have made the search for real ill-
ness more difficult but the search itself
need not be engulfed by social irrelevance.
Training "in the techniques of taking a
careful history and of scrupulous physical
examination" cannot be bettered for
excluding organic illness with a minimum
of fuss yet ensuring that the patient's symp-
toms are given a fair hearing. At the same
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time coincident, non-neurological ailments
are likely to be recognised and suitably tre-
ated. The finding by Fitzpatrick and Hop-
kins' that patients made less demands on
the family doctor after a hospital consulta-
tion is not without therapeutic meaning
and will be quoted as a justification, both
cost-effectively and socially, of such refer-
rals. On the other hand their suggestion
that the neurologist has a "minimal role" in
the care of working-class patients with
headache and psychiatric symptoms but a
more exalted place in managing middle-
class and dissatisfied migrainers seemed
something of a non sequitur.
During 1977, 1978 and 1979 approxi-

mately one-fifth of all my outpatients,
drawn from a population of 1-5 millions
served by two neurologists (Dr John
Graham and myself), were referred with
headache, blackout or dizzy spell as their
pnme symptom. When their records were
reviewed in 1981 those with an introduc-
tory letter suggesting organic symptoms
and those with a story of probable epilepsy
were excluded from the tally and there
remained 940 patients who were not
expected to have a physical lesion. After
interview and examination the majority
were given appropriate advice and sent
back to their doctor; some had simple
tests-such as exclusion of anaemia, dia-
betes or myxoedema; a few had more
sophisticated procedures including EEG
and radiology; and an occasional patient
was admitted to hospital for full investiga-
tion and therapy. A minority of those with-
out physical disease were followed up as
outpatients. No independent survey was
made of the patients' reaction to their hos-
pital visit but if this was thought to be
unfavourable a note was added in the letter
to the referring doctor. Dissatisfied
patients and re-referrals were, by local
arrangement, returned to me.
The accompanying Table refers to these

940 patients, presenting with headache,
blackout or dizzy spell, who were examined
exclusively by me and thus represent a
cross-section of such patients in an open
neurological clinic of industrial and rural
South Wales. They indicate an annual
referral rate of 42 per 100,000 population.
The figures are the bones of this retrospec-
tive review. I have added some notes,
based on more detailed break-down, to
clothe these bare facts with sufficient can-
vas for a picture of this kind of consultation
to emerge. In each group the second most
common aetiology was "psychogenic".
Whereas this section of the headache group
was divided into three distinct entities (ten-

Table

1977 1978 1979 Total

Headaches
migraine 84 85 95
physical disorder 27 33 28
neurological 6 5 4
psychogenic 52 33 45

169 156 172 497
Blackouts

fainting 41 38 31
systemic disorder 5 7 6
neurological 4 5 8
other 17 12 7
psychogenic 33 20 41

100 82 93 275
Duizzy. spells

penpleral vertigo 31 29 27
miscellaneous 2 3 1
central vertigo 10 16 7
psychogenic 20 13 9

63 61 44 168

sion, depression, psychosis), each with a

therapeutic opportunity, no such division
was made for patients in the two other
groups with resultant imprecision and lack
of firm advice. Here certainly was matter
for reflection.
Of the 497 patients with headache in one

patient only was tumour the cause, 14
others having a neurological disorder.
These 15 patients contrasted with 88
whose headache was related to a non-
neurological but physical illness. Among
the migrainers seven patients had a story
and/or signs of a stroke, severe and recur-
rent in one, related to the contraceptive pill
although no mention of stroke or pill was
made in the referring letter. As a result of
this startling experience a doctor writing in
about a headache-patient at risk for taking
the pill is now warned at once by telephone
and letter. A similar procedure has been
adopted over the elderly unless the doctor
has specifically excluded cranial arteritis.
One patient previously examined two years
after a head injury had then shown no
abnormal signs and had had a normal skull
radiograph and EEG. Referred a second
time because of headache, nine years after
the injury, he had a bony ridge from temple
to mastoid, the outward sign of a calcified
sub-periosteal haemotoma. Another
patient with a 20-year history of coughheadache was first examined in 1962. She
had no signs and CSF, radiographs of the
cranio-vertebral junction, and myelogram
were all normal. When she returned in
1978 with persistent headache she had
oscillopsia, facial numbness, gag areflexia
and ataxia. Her 36-year-old headache was
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