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Infection with human T cell
leukaemia/lymphoma virus type I
in patients attending an antenatal
clinic in London

Jennifer H C Tosswill, A E Ades,
Catherine Peckham, Philip P Mortimer,
Jonathan N Weber

Infection with human T cell leukaemia/lymphoma
virus type I has often been reported in British adults
originating from the Caribbean islands,' though few
data exist on the prevalence of the virus in unselected
populations in the United Kingdom. In recent studies
in north London fewer than 0-02% of blood donors
were found to be positive for the virus (J A J Barbara,
personal communication).
We assessed the prevalence of antibody to human

T cell leukaemia/lymphoma virus type I in women
attending an antenatal clinic in an area of London
with an ethnically heterogeneous population and
investigated whether seropositivity was confined to
groups known to be at risk of carrying the virus.

Patients, methods, and results
We collected serum samples from 2956 consecutive

women attending an antenatal clinic in London during
1980. The ethnic origin, country of birth, and age of
each patient were recorded. The analysis was based on
the 2893 women for whom complete data and sufficient
serum were available. Ethical permission had been
obtained for the study.
The serum was initially tested for the presence of

antibody to human T cell leukaemia/lymphoma virus
type I by gelatin particle agglutination (Fujirebio), a

very sensitive but not very specific test. All reactive
samples were further tested by enzyme linked
immunosorbent assay (ELISA) (Abbott and Du Pont)
and competitive and IgG capture radioimmunoassay
(Virus Reference Laboratory in house assays). Samples
that gave a reaction in one or more of these additional
assays were then tested by western blot analysis
(Biotechnology Research); those that reacted with
envelope proteins in the blot were confirmed as
positive.
Of the 2893 serum samples tested, 130 were reactive

by gelatin particle agglutination; 27 of these were
reactive in additional assays, but only six were reactive
in all assays including western blot and so were
confirmed as positive. The results were analysed by
ethnic origin and country of birth of the patients
(table). All of the women confirmed as being positive
for antibody to the virus were black and had been born
outside the United Kingdom. The proportion of black
women confirmed as positive was significantly greater
in those who had been born in the Caribbean than in
those who had been born in the United Kingdom
(p=0049, Fisher's exact one tailed test). The women
who had been born in the Caribbean were, however, on
average 6-6 years older than those who had been born
in the United Kingdom. The numbers were low in all
the groups of black women, but the results were
consistent with a fairly high prevalence of antibody
to the virus based on the 95% confidence interval.

Comment
In this group of antenatal patients infection with

human T cell leukaemia/lymphoma virus type I was
confined to ethnic groups already known to be at risk of
carrying the virus-that is, black women who had been
born in the West Indies or Africa. The highest
prevalence of infection (19%) was found in black
women who had been born in the West Indies, which is

Distribution ofantibody to human T cell leukaemiallymphoma virus type I in antenatal patients according to their ethnic origin

Region No of Mean No (%) of serum samples No (%) of samples
of patients age reactive but confirmed as 95% Confidence interval

Ethnic origin birth (n=2893) (years) not confirmed as positive positive (%)

Asian JAsia 605 25 5 5 :0-8) 00 to 06
Africa 389 25 9 1 (0-3) 0 0 to 0 9

White United Kingdom 997 25 9 3 (03) 00 to 04
fUnited Kingdom 214 19-5 2 (09) 00to 17

Black JAfrica 135 27 5 5 (3-7) 1(07) 0 0to4l1
1Caribbean 260 26-1 2 (0 8) 5 (1-9) 0O6to4-5

Other Various 293 28 2 3 (1 8) 0-0 to 1 2
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consistent with previous British reports2 and reflects
the prevalence of antibody to the virus found in the
same age group in the West Indies.' No cases of
infection were identified among the 214 black women
who had been born in the United Kingdom, but the
fairly small sample allows us to state only that the
prevalence in this group was unlikely to be more
than 1 7%. These women were young (mean age
19 5 years), and as there is evidence that infection can
be acquired throughout adult life3 a sample more
representative in age might have shown a higher
prevalence of infection.
Though the risk of maternal transmission of the

virus to infants born in Japan is high,4 the risk in the
United Kingdom is unknown. There is also little
prospective information on the importance of carriage
of the virus, which makes it difficult to counsel
carriers. I

Our data suggest that a reservoir of undiagnosed

female carriers of human T cell leukaemia/lymphoma
virus type I exists in the United Kingdom, but before
widespread screening for antibody to the virus is
considered more data are needed on the prevalence of
infection in other regions of the United Kingdom, the
risk of transmission from mother to child, and the long
term consequences of infection with the virus.

We are grateful to J E Richmond for help with handling the
data.
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Hypothyroidism in polymyalgia
rheumatica and giant cell
arteritis: lack of any association

B Dasgupta, E Grundy, E Stainer

Wiseman et al have described a study showing an
association between hypothyroidism and polymyalgia
rheumatica and giant cell arteritis.' This prompted us
to perform thyroid function tests and tests for thyroid
antibodies on stored serum samples from patients with
polymyalgia rheumatica and giant cell arteritis. Our
results and conclusions differ from those of Wiseman
etal.

Patients, methods, and results
Serum samples obtained during two prospective

studies were stored at - 20°C. The first was a multi-
centre study in the South East Thames region to
determine the numbers of CD8+ cells in peripheral
blood in patients with polymyalgia rheumatica and
giant cell arteritis (based at Guy's Hospital, London).
The second was a study of the treatment ofpolymyalgia
rheumatica with intramuscular methylprednisolone
(based at Royal Sussex County Hospital, Brighton).
Polymyalgia rheumatica and giant cell arteritis had
been diagnosed from clinical features, the erythrocyte
sedimentation rate, C reactive protein concentration,
and a good response to corticosteroids. None of the
patients had a history of thyroid disease or were taking
thyroxine. Prior exclusion ofhypothyroidism was not a
criterion for entry of patients into either study.
Serum samples from 77 patients (69 with polymyalgia

rheumatica and eight with giant cell arteritis) were
studied. The mean ages of patients in the two studies
were 72 4 and 70 3 years respectively. Free thyroxine
and free triiodothyronine concentrations were measured
indirectly by measuring total thyroxine and total
triiodothyronine by a standard radioimmunoassay;
measuring thyroxine binding globulin with a tracer
binding assay; and then calculating the concentrations
of free hormones.2 Thyroid stimulating hormone was
measured by MA1A clone assay (Sero Diagnostics,
Woking, Surrey). Thyroid antibodies were measured
by rapid particle agglutination tests with the commercial
test kits Thymune T and Thymune M (Fujirubio).
None ofthe 77 patients showed biochemical evidence

of hypothyroidism; one was borderline for hypo-
thyroidism and one clearly had hyperthyroidism.

Three patients had low concentrations of antibodies to
thyroglobulin and microsomal antigen, and five had
antibodies to microsomal antigen only.

Clinical features of hypothyroidism were not re-
corded in any of the 62 patients from the first study. A
retrospective examination for clinical hypothyroidism,
such as delayed relaxation of ankle jerks, did not show
any abnormalities among the 15 patients from the
second study.

Comment
Our study failed to find any association between

biochemical hypothyroidism and polymyalgia rheu-
matica or giant cell arteritis. The study by Wiseman
et al was a retrospective study of the patients' notes,
and it is always difficult to ensure that all patients with
a particular condition are truly included in such
studies.

In their report Wiseman et al did not describe how
the patients' thyroid state had been ascertained-that
is, there was no indication of which thyroid function
tests had been carried out. This is especially relevant
because the mean age of patients in their study was
high (805 years). In such patients sickness in general
may be associated with a "sick euthyroid" state in
which serum triiodothyronine and occasionally thy-
roxine concentrations are low but do not connote
hypothyroidism. It would have been useful to know
whether they also measured serum thyroid stimulating
hormone concentrations.

Another possible explanation might be that hypo-
thyroidism in itself may present with quite severe
myalgia, muscle stiffness, and a raised creatine kinase
concentration and thus mimic polymyalgia rheumatica
or myositis. We wonder whether this factor might have
accounted for the high incidence of hypothyroidism
(nine out of 15) seen by Wiseman et al in their patients
with polymyalgia rheumatica.

Because polymyalgia rheumatica, giant cell arteritis,
and hypothyroidism are fairly common conditions in
the elderly, the coincidental development of two
separate diseases in the same patient might explain why
there are reports of these conditions coexisting. In our
study the thyroid antibody concentrations in the serum
samples were all low and were no higher than those in
the general population.' The only autoantibodies that
occur in higher concentrations in polymyalgia rheu-
matica and giant cell arteritis are antibodies to inter-
mediate filaments.4
We think that hypothyroidism is an important

differential diagnosis in the clinical presentation of
polymyalgia rheumatica but that any true association
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