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ing as a liquid-phase marker 100 1Ci113mIn DTPA chelate.4 The solid-phase
marker was 100 jsCi 99mTc sulphur colloid, heat-sealed into 30 nylon
capsules measuring 10 x 1 mm. The subject lay on a couch with the trunk
raised 45° and a 5-cm crystal scintillation detector positioned over tho-gastric
fundus, which had been previously located by percussion. A multichannel
scaler and timer made automatic counts on both isotope channels sim-
ultaneously, and every 30 seconds the results were transferred as serial
readings on paper tape to a batch-mode computer. This performed back-
ground subtraction, cross-talk correction, and adjustment for isotopic
decay and produced curves for both phases of emptying. These permitted
the estimation of quarter and half times for liquids in 20 instances and for
solids in 10 instances. The table shows that there was no significant difference
in half-emptying times for either phase between the patients and controls,
and that there was, if anything, retardation of the early stage, as reflected
by quarter-emptying times.

Comment

Although wide variation was found between the patients and
controls in these indices of gastric emptying, the results do not support
previous evidence of accelerated emptying in coeliac disease. In fact,
in four of the patients emptying was slower than in the controls, and
two of the controls emptied faster than any of the patients. The
reason for divergence from other published results may be the different
methodology used. Our conclusion is supported by evidence that
metoclopramide, which affects only abnormal emptying, augments
the plasma propranolol response to the drug when given by mouth.5
This in turn suggests that gastric emptying in coeliac disease is in
some way retarded, and this retardation is corrected by the meto-
clopramide. This accords with clinical experience of the disease,
in which vomiting and other upper gastrointestinal symptoms at
presentation are rapidly corrected by diet. It seems reasonable to
conclude that an accelerated rate of gastric emptying is unlikely to
explain the augmented blood concentrations seen after ingestion of
propranolol by patients with coeliac disease.
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Schistosomal myelopathy

Although schistosomiasis is common, myelopathy is a rare complica-
tion. We report a typical case with particular reference to recent
evidence that the cord damage is immunological.

Case report

A 28-year-old Greek man, resident in the Sudan, presented with numb-
ness of the soles of his feet and difficulty in initiating micturition. His symp-
toms had progressed rapidly over five days, and the numbness spread up
to his knees and was accompanied by weakness of both feet and urinary
incontinence. During the preceding months he had visited the southern
part of the Sudan, had frequently swum in local rivers, and had had two
febrile episodes. The past medical and family history were noncontributary.
There was severe, flaccid paraplegia, more pronounced on the right side,
with only minimal residual power in the proximal muscle groups. Both

knee and ankle jerks were absent and the responses were unobtainable.
There was complete loss of all sensory modalities below the level of L4
and he had urinary retention with overflow. The patient was transferred
from Khartoum-to Charing Cross Hospital, where examination showed that
the sensory level had ascended to L1 on the right and T 12 on the left with
hyperaesthesia at T10 bilaterally. His arms remained unaffected and there
was no abnormality in any other system.

Investigations showed: haemoglobin 13-9 g/dl; white cell count 19 7
109/l (19 700/mm3), eosinophils 390,,; absolute count 7-7 109/1 (7763/mm3);
serum IgG 13-5 gll (normal value 5-16 g/l); serum IgM 4-7 g/l (normal
value 0 5-1 8 g/1). Examination of urine and stool showed no evidence of
ova, cysts, or parasites. Complement fixation tests gave negative results for
hydatid, microfilamia, and trichinella but a positive result for schistosomiasis
at a titre of 1/80. Rectal biopsy showed an active ovum of Schistosomd mansoni.
Myelography, performed two days after admission, showed nothing abnormal;
cerebrospinal fluid (CSF) examination at that time yielded a sterile fluid
containing protein 1 g/l, glucose 3-4 nimol/l (62 mg/ 100 ml), and white cells
0 03 - 109/1 (300/mm3), mainly lymphocytes. Serial examination showed a
maximum protein concentration one week after admission of 3-2 g/l, with
the cell count gradually falling. The CSF IgG was 019.g/l (up to 0-04 g/l).
S mansoni-specific antibodies to ova and worms were shown by the technique
of double counter-current immunoelectrophoresis in both serum and CSF.-

Subsequently the neurological condition -remained unchanged. He -re-
ceived a course of niridazole 25 mg/kg twice daily for 14 days and then
prednisolone 10 mg three times daily, reducing to 5 mg daily after one week,
but this produced no objective improvement in the flaccid paraplegia,
sensory deficit, or bladder function.

Comment

Human schistosomiasis is caused by parasitic infestation by mem-
bers of the family Bilharziadae, principally S haematobium$ S japoni-
cum, and S mansoni. Acute schistosomiasis mansoni is recognised as
having diverse presentations' but involvement of the central nervous
system is uncommon and myelitis is rare.2 This case illustrates some
reported features-namely, the eosinophilia in' the peripheral film
and the characteristic findings in the CSF of lymphocytic pleocytosis
with raised protein concentrations.:' Myelography is obligatory, as
demonstration and removal of a discrete -granuloma may materially
improve the prognosis.3
The importance of the individual allergic response to acute in-

festation with S mansoni has long been recognised,' and the recent
demonstration of circulating immune complexes in the serum of
patients suffering from acute schistosomiasis5 supports this view.
These complexes were not found in either the serum or CSF of our
patient but antibodies to S mansoni-6pecific ova and worms were
shown and this was reflected in the raised serum IgM and CSF IgG
concentrations-an observation not previously made. Although
complexes were absent the presence of the type-specific antibodies in
the CSF seemed to confirm that the acute necrotising myelitis in our
patient was partly mediated by the immune response to either worm
or ova antigen or both.

Schistosomal myelopathy should always be considered as a po-
tentially treatable cause of acute transverse myelitis in patients who
come from endemic areas.

We thank Mr T M Phillips of the Ross Institute of Tropical Hygiene
for help with the immunological investigations and Miss Rita Campolini
for secretarial assistance.

Requests for reprints should be addressed to Dr R Capildeo, Department
of Neurology, Charing Cross Hospital, London W6 8RF.

Neves, J, et al, Transactions of the Royal Society of Tropical Medicine
and Hygiene, 1973, 67, 782.

2 Abbott, P H, and Spencer, H, Transactions of the Royal Society of Tropical
Medicine and Hygiene, 1953, 47, 221.

3 Wakefield, G S, et al, Brain, 1962, 85, 535.
4 Bird, A V, Neurology (Minneapolis), 1964, 14, 647.
Phillips, T M, and Draper, C C, British Medical J7ournal, 1975, 2, 476.

(Accepted 27,7anuary 1977)

Department of Neurology, Charing Cross Hospital, London W6 8RF
J COHEN, BSC, MRCP, house physician
R CAPILDEO, MB, MRCP, senior registrar
F CLIFFORD ROSE, FRCP, consultant neurologist

Department of Neurology, Hammersmith Hospital, London W12
OHS

C PALLIS, DM, FRCP, reader, Royal Postgraduate Medical School, and
consultant neurologist

 on 24 M
ay 2023 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

r M
ed J: first published as 10.1136/bm

j.1.6071.1258 on 14 M
ay 1977. D

ow
nloaded from

 

http://www.bmj.com/

