
Letters to the Editor

Figure 1 (A) Old biopsy site (arrowhead)
with a scar in the underlying white matter. A
separate well demarcated grey lesion is present in
the adjacent white matter (arrow). (B) Two
irregular grey lesions (arrows) in the right
parietal lobe, including a very small one
impinging on the cortex.

affected the left hand, then she had some
dysarthria. The association of the lateralisa-
tion of a migrainous aura with aphasia if her
right hand was affected and with dysarthria
if her left hand was affected is predictable, if
extremely unusual, and has not been previ-
ously described.

In December 1977 she developed herpes
zoster affecting the right sacral 3-5 seg-
ments. She continued to produce crops of
cutaneous sarcoid. In July 1982 there was
deterioration in her mental state due to
inappropriate ADH secretion requiring fluid
restriction. In March 1984 she developed
avascular necrosis of the left shoulder due to
steroids and in January 1985 she had a left
shoulder prosthesis. In September 1985 she
developed a febrile illness with rapid deterio-
ration, she lapsed into coma and died.
A necropsy carried out by Dr WL

Brander showed that the cause of death was
acute pyelonephritis with septicaemia. No
evidence of pulmonary sarcoidosis was
found. The brain weighed 1272 g. The lep-
tomeninges over the frontal convexity were
mildly opaque and thickened. There was a
small old contusion in the orbital surface of
the right frontal lobe. The old biopsy site in
the left hemisphere was marked by a 1-5 cm
diameter defect with underlying scarring (fig
1A). The lateral ventricles, including the
temporal horns, were enlarged, as was the

Figure 2 (A) Large oligodendrocyte nucleus
with a PAS positive inclusion (arrow). PAS
originally x 800. (B) Ill demarcated
granulomata with multinucleated giant cells
(arrows) in the leptomeninges. Part of the wall
of a vein (arrowhead) is involved.
Haematoxylin and eosin originally x 126.

third ventricle. In the white matter, there
were numerous irregular grey, slightly
depressed lesions in both hemispheres (fig
1B), the largest measuring 1-8 x 1 cm. In the
left frontal lobe the lesions were shrunken
and cavitated.
The corpus callosum and periventricular

regions were well preserved. Similar lesions
were also seen in the right putamen and left
thalamus. The cortex was relatively well pre-
served. The cerebellum, brainstem, and
spinal cord appeared normal. Histological
examination showed that there were large
and small poorly demarcated pale lesions in
the white matter of burnt out progressive
multifocal leucoencephalopathy. They were
sparsely cellular, containing astrocytes, some
with large bizarre nuclei containing PAS
positive inclusions (fig 2A). However,
immunocytochemistry for JC virus failed to
reveal the Papova virus antigen. Sections
from the patient's earlier biopsy demon-
strated the presence of the viral antigen
when stained with the same antibody. No
viral particles were seen in postmortem tis-
sue taken for electron microscopy as had
been found in the biopsy.' The lesions
involving the deep grey matter looked simi-
lar.

In addition there was widespread
meningovascular sarcoidosis (fig 2B). Loose
granulomata composed of epithelioid cells,
lymphocytes, plasma cells, and multinucle-
ated giant cells were present in the lep-
tomeninges and in the walls of meningeal
veins and arteries. The inflammation was
more severe in the region of the biopsy site
and extended into the underlying scarred
brain. In the cerebellum only, there was
patchy cortical scarring related to the
meningeal sarcoid. There was no degenera-
tion of the long tracts of the brainstem and
spinal cord. Re-examination of the earlier
biopsy showed mildly thickened lep-
tomeninges but no evidence of sarcoidosis.

Progressive multifocal leukoencephalopa-
thy typically has a fatal outcome, usually
within six months.2 Rare exceptions include
a patient also with coeliac disease, who died
10 years after the onset of the illness,3 and
another with lymphosarcoma and progres-
sive multifocal leucoencephalopathy for five
years who seemed to have periods of clinical
remission.4

There has been considerable increase in
interest in the management of patients with
this condition in recent years because of the
AIDS epidemic. The response to cytosine
arabinocide is usually disappointing. Most
reported patients have only received one or
two courses of five days. This patient was
given an unusual drug regime with five day
courses of intravenous cytosine arabinoside
at three weekly intervals for a year and the
intervals were slowly extended to two
months over a second year and to three
months for the third year. She had her last
course of treatment in May 1978, just over
three years from the first treatment. This
programme was devised because it did not
seem likely that cytarabine would eliminate
the virus completely from the nervous sys-
tem and her immunosuppressed state per-
sisted throughout this time.
The pathological evidence indicates cure

from progressive multifocal leucoen-
cephalopathy, which has not been claimed
before. Cytosine arabinoside seems to have
effected this cure, as her condition deterio-
rated progressively until treatment was
started and improvement occurred soon
afterwards.

We are grateful to Dr WL Brander, who kindly
sent the brain to us for examination and to Dr
Herbert Budka who performed the immunocy-
topathology.
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MATTERS
ARISING

Brain and spinal cord MRI in motor
neuron disease

In your September issue, Thorpe et al'
describe their MRI findings in 11 patients
with motor neuron disease. They found
symmetric areas of high signal intensity on
T2 weighted images within the corticospinal
tracts, as previously reported by other inves-
tigators. We' reported a case of amyotrophic
lateral sclerosis with further high signal
intensity in fibres of the corpus callosum on
proton density and T2 weighted images,
closely matching findings of earlier patho-
logical reports.3 We would be interested to
know if Thorpe et al found similar callosal
signal abnormalities in some of their
patients. These findings would enhance the
diagnostic role of MRI in patients with sus-
pected motor neuron disease, as suggested
by the authors.
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Thorpe et al reply:
We thank Van Zandijcke and Casselman for
bringing their case to our attention and con-
firm their findings. We reviewed our axial
proton density and T2 weighted images and
found high signal in the corpus callosum in
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Matters arising

six of the 11 patients. This was slight in two
and moderate in one. The changes were
pronounced in the three patients (2, 7, and
8) who had the most extensive changes in
other areas, and indeed can be seen in hind-
sight in fig 1A of our paper.

Postlumbar puncture headache

In their article on the relation of substance P
concentration and history of headache after
lumbar puncture' Clark et al reflected on
prevention.

In a controlled, prospective, and blinded
study, we have examined frequency and risk
factors for the postlumbar puncture syn-
drome.2 We found that autonomic dysregu-
lation on clinical examination, the patients
self-assessment, and their tendency to show
dysregulation in their vegetative reactions to
various stimuli such as fearful experiences,
school stress etc, and their general anxiety
towards lumbar puncture itself were the
main predictors for the syndrome to occur.
The main goal of our study was to prospec-
tively examine the rate of occurrence of the
postlumbar puncture syndrome after using
an atraumatic puncture cannula referred to
as the Sprotte-Pajunk or Wurzburg needle in
Germany.3 The use of the new 22-gauge
needle reduced the frequency of the syn-
drome from over 30% to less than 5%.
These figures are even lower now in the
poststudy period with over 8000 punctures
to date. Similar experiences have been
reported by other neurology departments in
Germany.
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Bent spine syndrome

We read with great interest the report Bent
spine syndrome by Serratrice et al.1 In eight
elderly patients, the authors postulate that
the bent spine syndrome is related to weak-
ness of the lumbar paraspinal muscles. This
is different from the well known, pro-
nounced lordosis in patients with
myopathies. Lordosis in myopathies is used
to shift the centre of gravity posteriorly to
prevent falling due to torsopelvic instability
secondary to hip extensor weakness with
subsequent hip flexion contracture,5 when
the back is supported by ligaments and the
iliosacral joints. Furthermore, it is known
that the earliest reported muscle weakness in
muscular dystrophy is the gluteus maxi-
mus,34 the paraspinal muscles are also weak
and have evidence of degeneration and fatty
infiltrates, which we have shown with MRI
studies.4

We are surprised that the cases reported
by Serratrice et al, with lumbosacral weak-
ness and atrophy, had bent spine rather than
lordosis and wonder if there were other weak
muscles in these patients causing the for-
ward bending rather than gravity enhancing
lordosis. We have, for example, noted the
bent spine syndrome in patients with distal
myopathy in whom the lordotic posture
could not be tolerated, causing them to fall
due to distal leg weakness.
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Serratrice replies:
We did not postulate that the bent spine
syndrome is related to weakness of "lumbar"
paraspinal muscle but to paraspinal muscle
atrophy and weakness.

G SERRATRICE

NOTICES

ANNOUNCEMENT
The European Spine Society: The
AcroMed Prize for Spinal Research
1997

For presentation at the 8th Annual Meeting
of the European Spine Society, Kos, Greece,
10-13 September 1997 and a prize of
Dfl 10 000. Applicants are requested to sub-
mit an original study, not previously pub-
lished or submitted elsewhere, including
figures and references for later publication in
the European Spine Journal. Three copies of
the manuscript to: Mrs J Reichert-Schild,
Seefeldstrasse 16, CH-8610 Uster, Switzer-
land. Fax: 00 41 1 994 14 03. Closing date:
15 July 1997.

American Autonomic Society

2-4 November 1997. The VIII International
Symposium of the Autonomic Nervous
System will be held in Honolulu, Hawaii.

For further information please contact:
Anita Zeller/Sue Paxton, Registrars,
American Autonomic Society, Mayo Clinic,
811 Guggenheim Building, 200 First Street
SW, Rochester, MN 55905, USA. Phone
507-284-3375, Fax 507-284-1814, E-Mail
zeller.anita@mayo.edu. Deadline for
abstracts is 15 July 1997.

Bethesda Hospital second rehabilitation
conference, "Innovations in Trauma
Rehabilitation", will be held at the Hilton
Hotel in Melbourne, Australia, 27-29
October 1997.
The conference is designed for those

interested in the management and treatment
of persons who have sustained traumatic
injuries. The focus of the conference will be
on approaches and interventions relevant to
the management of acquired brain injury
and chronic pain. Service delivery issues,
both current and future, in relation to these
areas will also be addressed. The pro-
gramme will benefit medical practitioners,
health professionals, and insurers working in
trauma rehabilitation and will consist of a
combination of keynote addresses and con-
current paper sessions.

The aims of the conference are:
* To provide participants with practical

strategies and innovative approaches to
the management of individuals follow-
ing traumatic injury

* To explore issues surrounding the effi-
cacy of treatments and outcomes

* To highlight current international
trends as the management of rehabilita-
tion services moves into the 21st cen-
tury.
For further information, please contact:

Margaret McLauchlan, Bethesda
Hospital, (03) 9420 5333.

BOOK
REVIEWS

All titles reviewed here are available from
the BMJ Bookshop, PO Box 295, London
WC1H 9TE. Prices include postage in the
United Kingdom and for members of the
British Forces Overseas, but overseas
customers should add £2 per item for
postage and packing. Payment can be made
by cheque in sterling drawn on a United
Kingdom bank, or by credit card
(Mastercard, Visa or American Express)
stating card number, expiry date, and your
full name.

Surgical Management of Neurovascular
Disease. Third Edition. Edited by ROBERT
G OJEMANN, CHRISTOPHER S OGILVY, ROBERT
M CROWELL and ROBERTO C HEROS. (Pp 600;
£165-00). 1995. Baltimore: Williams and
Wilkins. ISBN 0-683-06629-3.

This is a third edition of a title dedicated
to neurovascular conditions. As such the
authors have addressed the four main
themes of cerebrovascular occlusive disease,
intracranial aneurysms, vascular malforma-
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