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Filling defect in lower pole of caccum.

laparotomy mandatory. A caecal diaphragm must therefore become
part of the differential diagnosis of a space-occupying lesion of the
lower pole ofthe caecum found by radiology. The chance of diagnosing
correctly a caecal diaphragm by radiology alone must be remote, but if
at laparotomy for suspected pathology of the pole of the caecum
faeces are palpated in the caecal pole and attempts to move them into
the ascending colon fail then the presence of a caecal diaphragm must
be seriously considered.
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Giant-cell arteritis and
hypothyroidism
The aetiology of giant-cell arteritis is unknown, though there is
increasing evidence to suggest an immunological basis in which the
arterial elastic tissue acts as an antigen.1 2 An association of giant-cell
arteritis with currently well-recognised autoimmune disorders would
therefore be of interest and might provide indirect supportng
evidence of an underlying abnormal immune host response. The
simultaneous presentation of giant-cell arteritis and autoimmune
thyroiditis with hypothyroidism has not previously been reported.

Case report

A 73-year-old woman was admitted to hospital with a 12-month history
of lethargy and depression for which antidpressants had been prescribed.
During the previous six weeks she had also complained of intolerance to
cold, acroparaesthesiae, and bitemporal headaches. Relatives had noticed her
to be slow and reported the recent appearance of puffiness around the eyes
and hoarseness. She denied any visual disturbance, muscle pain, or joint
stiffness and there was no history of endocrine disease.
On examination she looked myxoedematous with dry skin and periorbital

puffiness. The thyroid was moderately enlarged and the relaation phase of
ankle jerks was slow. Both superficial temporal arteries were clinically normal,
pulsaile, and non-tender. There were no abnormal vascular bruits, and al

peripheral pulses were present. The locomotor system showed no abnormality.
Results of investigations were: haemoglobin 9 9 g/dl, erythrocyte sedimenta-
tion rate (ESR) 1 15 mm in first hour, protein-bound iodine (PBI) 250 nmol/1
(3-2 pg/100 ml) (normal 315-630 nmol/l (4-0-8-0 iLg/100 ml)), and four-hour
thyroidal uptake of 132I 5-4% (normal 10-35%). Anticytoplasmic thyroid
antibody titre was strongly positive and antithyroglobulin antibody titre
positive at 1/2.5 x 10.6 Antigastric antibody titre was negative, and serum
vitamin B12 and folate concentrations were within the normal ranges.
Biopsy of a right superficial temporal artery showed the characteristic
changes of giant-cell arteritis.
The patient was treated with oral prednisolone 40 mg daily and at the

same time began thyroxine replacement therapy 50 iLg daily, later gradually
increased to 200 jug daily. Within one month she was entirely asymptomatic;
the haemoglobin had risen to 12-1 g/dl and the ESR fallen to 33 mm in the
first hour. We later reduced the dose of prednisolone with no untoward
effects. At 18 months follow-up she remained well and euthyroid and was
taking 2-5 mg prednisolone and 200 tsg thyroxine daily.

Comment

This patient presented with the clinical features of hypothyroidism,
and the diagnosis was confirmed by the findings of a goitre, strongly
positive antithyroid antibody titres, low PBI, and subnormal thyroidal
radioiodine uptake. The coexistence of giant-cell arteritis was sus-
pected from the history of temporal headaches of recent onset, and,
although the temporal arteries were clinically normal, the histological
features on biopsy were typical of giant-cell arteritis. The protean
manifestations of hypothyroidism and giant-cell arteritis are well
known, and this case illustrates the importance of recognising their
possible coexistence in elderly patients, as both conditions are
eminently treatable.
The simultaneous presentation of giant-cell arteritis and hypo-

thyroidism has not previously been reported. Polymyalgia rheumatica,
however, which is closely related to giant-cell arteritis, was found to
co-exist with thyroiditis and hypothyroidism in an elderly woman.3 In
addition, Niarchos and Finn4 described an association between
hypothyroidism and abdominal aneurysm and speculated that the
arterial lesions were related to an underlying immunological mech-
anism. In a retrospective survey, Thomas and Croft6 reported a
higher incidence of thyrotoxicosis but not of hypothyroidism in a
group of women with giant-cell arteritis than in a control group.
The coexistence of giant-cell arteritis and autoimmune thyroiditis

with hypothyroidism suggests a common cause, and further studies
may contribute to our understanding of the pathogenesis of giant-cell
arteritis.
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Benign normolipoproteinaemic
acanthocytosis
Acanthocyes, or spiky red cells, in neurological disorders have been
described in association with normal serum lipoproteins,24 hypobeta-
lipoproteinaemia,4 and abetalipoproteinaemia.' These cells are
morphologically indistinguishable from "burr" cells, or "spur" cells
in American reports (acanthos, thorn).' The third family in the United
Kingdom with normolipoproteinaemic acanthocytosis is described
here.
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