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(ELISA) at a titre of 101 5. Western blotting revealed
significant titres (200) of antibodies to p18, p24, and
gp62 antigens of the virus. The polymerase chain
reaction with gag and pX primers also detected the
presence of integrated human T cell lymphotropic
virus type 1 proviral DNA in peripheral blood lympho-
cytes. Her husband was negative for virus antibodies
by ELISA; permission was not granted to approach her
daughter for testing.

Tropical spastic paraparesis is now a well recognised
clinical entity and thought in most cases to be due to
infection with human T cell lymphotropic virus type 1,
the first discovered human retrovirus. ' People of Afro-
Caribbean or Japanese origin represent the primary
groups at risk in view of the high prevalence of the
virus in these populations, and series of patients with
tropical spastic paraparesis born in the Caribbean but
now living in Europe, especially France and the United
Kingdom, have been described.2 The clinical presen-
tation is of slowly progressive spastic paraparesis,
lumbar pain, and sphincter involvement.

Tropical spastic paraparesis is rare in patients of
white origin in Europe who have no risk factors for
human T cell lymphotropic virus type 1 infection-
namely, drug addiction, blood transfusion, and sexual
contact with Afro-Caribbeans. Two cases of tropical
spastic paraparesis have been reported from conti-
nental Europe.' We describe the first case in a British
resident who has never left the United Kingdom.

Case report
A 57 year old, right handed, white, female, retired

school cleaner with no family history of neurological
disease presented with a six month history of progres-
sive sensory disturbance and weakness of the lower
limbs, accompanied by occasional urinary inconti-
nence and back pain. She had been married for 30 years
to a white man, who was born in London, and had
never been abroad; she had one daughter.
On examination her corrected visual acuity was 6/6

on the right and 6/12 on the left. There was no other
abnormality of the cranial nerves. In the upper limbs
tone was increased on the right, but power was normal.
There was a moderately severe spastic paraparesis. All
the reflexes were brisk and the plantar responses
extensor. There was a vague sensory level to pinprick
and light touch to the 10th dorsal dermatone bilaterally.
On investigation routine blood count and bio-

chemical test results were normal, as were serum B-12
and folate concentrations. Serological test results for
syphilis were negative. The cerebrospinal fluid showed
a single IgG oligoclonal band not found in the serum.
Computed tomographic myelography and two
magnetic resonance scans revealed a slight swelling of
the cervical cord without focal disease; there were
occasional non-specific lesions in the white matter of
the cerebral hemispheres. The visual evoked potentials
to a patterned stimulus were symmetrically delayed at
132 ms.

Antibodies to human T cell lymphotropic virus type
1 were found in the serum by particle agglutination
assay (two laboratories) and their specificity was con-
firmed by enzyme linked immunosorbent assay

Comment
The initial diagnosis was the progressive form of

multiple sclerosis as the patient was white and had no
risk factors for human T cell lymphotropic virus type 1
infection. However, the clinical findings were equally
in keeping with tropical spastic paraparesis. Similarly,
the symmetrical delay of the visual evoked potential
and the unimpressive abnormalities on magnetic reso-
nance imaging, with no focal signal return from
the cervical cord, are typical of tropical spastic para-
paresis.4 None of these clinical or laboratory features,
however, is sufficient to cast more than marginal doubt
on the clinical diagnosis of multiple sclerosis, especi-
ally the progressive paraparetic form occurring in older
patients.
The demonstration of infection with human T cell

lymphotropic virus type 1 is crucial to the true
diagnosis; there is compelling evidence that our patient
was infected-namely, detection of specific anti-
bodies on particle agglutination, ELISA, and western
blotting and of viral genome with the polymerase chain
reaction.
White people are clearly susceptible to virus infec-

tion acquired by blood transfusion and intravenous
drug abuse; we have shown that white Europeans
acquire tropical spastic paraparesis in one area where
human T cell lymphotropic virus type 1 is endemic-
namely, Brazil.' However, this disease has never been
described in a white native of the United Kingdom
with no obvious risk factors who has never left the
country.

Previous limited studies have pointed to the low rate
of seropositivity in the general population in the
United Kingdom. It is therefore imperative to ascer-
tain the true seroprevalence in the population, bearing
in mind that less than 1% of seropositive subjects will
manifest clinical disease. The implications for the
blood transfusion services, especially with older
donors in the United Kingdom, are self evident.

We thank Professor C D Marsden for referring this patient
to us.
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