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Comment

Although best known as a symptom of Hodgkin's lymphoma,
intolerance of alcohol occurs in other types of malignancy, such as
carcinoma of the cervix,2 and occasionally in association with benign
disease.3 Its underlying mechanism is not clear. Localised pain
induced by alcohol often corresponds to the site of disease and may
be a result of sudden vasodilation and congestion in neoplastic
tissue. This, however, does not account for the systemic symptoms
that often accompany pain induced by alcohol, as in our patient.
These effects appear to be mediated by an unidentified substance
released into the circulation.3 Among patients with Hodgkin's
disease more extensive infiltration of nodes with eosinophils was
found in those who experienced pain induced by alcohol.4 We,
however, know of only one other patient with the hypereosinophilic
syndrome and intolerance of alcohol; he experienced abdominal pain
and diarrhoea after drinking alcohol (D J Weatherall, personal
communication).
There was a long interval between the onset of symptoms in our

patient and the final stage of his illness. Intolerance of alcohol ante-
dating a clinical diagnosis has been well documented; of 54 patients
with carcinoma of the cervix and alcohol intolerance, 20 had had
symptoms for at least three years before carcinoma was confirmed.2

Intolerance of alcohol merits serious attention, and eosinophilic
leukaemia should be considered in the differential diagnosis.

We thank Dr B J Boughton of Queen Elizabeth Hospital, Birmingham,
who helped in the management of this case.
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Unilateral myopathy: an unusual
presentation of thyrotoxicosis

Proximal muscle weakness, sometimes associated with atrophy and
usually with electromyographic abnormalities, often occurs in patients
with thyrotoxicosis.1 2 It affects men more commonly than women
and may occasionally overshadow the other manifestations of thyro-
toxicosis. It is usually bilateral.
We report on a patient with thyrotoxicosis who presented with

unilateral myopathy affecting the left shoulder girdle.

Case report

A 46 year old man presented with stiffness and weakness of his left
shoulder muscles of 12 months' duration. His disability did not appear to
be progressive, and there were no other neurological features. In the past
12 months he had lost 12 7 kg in weight despite having had a normal ap-
petite, and he had had occasional diarrhoea.
On examination his pulse rate was 72 beats/minute and his blood pressure

176/94 mm Hg. He had drooping of the left shoulder with wasting of the
left pectoralis major, the left supraspinatus, and to a lesser extent the left
deltoid. Weakness of these muscles was apparent, with slight winging of
the left scapula. Reflexes were normal, and there was no loss of sensation.
Electromyography showed action potentials of abnormally short duration
and increased polyphasic units. The thyroid gland was not enlarged, and

there was no bruit. There was no proptosis or ophthalmoplegia, or other eye
signs.

Basal serum thyroid hormone concentrations were measured on two
occasions by radioimmunoassay (Amersham), and stimulation tests with
thyrotrophin releasing hormone were performed. The serum thyroxine and
triiodothyronine concentrations were variable, and the serum free thyroxine
concentration was on the borderline of being high, but the response of
thyroid stimulating hormone to intravenous administration of 200 ,ug
thyrotrophin releasing hormone was consistent with thyrotoxicosis on both
occasions. Immunological studies showed neither thyroglobulin antibody
nor thyroid microsomal antibody. Serum creatine kinase activity was normal.
On the basis of the flat response of thyroid stimulating hormone to

thyrotrophin releasing hormone he was treated with carbimazole 10 mg
three times a day and was assessed clinically and biochemically every four
weeks. The table shows his serum thyroid hormone concentrations before
and during treatment. After eight weeks some response of thyroid stimulating

Serum thyroid hormone concentrations before and during treatment with
carbimazole 10 mg three times daily

TSH response (mU/l)
Thyroxine Triiodo- Free to TRH test after:

Time (nmol/l) thyronine thyroxine
(nmol/l) (pmol/l) 0 min 20min 60 min

Normal range 54-142 0 8-2-5 8-8-23-2 up to 6
Befrereamen 163 3-4 1-5 1-5 1-5Before treatment { 3101 2 2 23 9 155 155 1.5

During treatment:
4 weeks 95 2-7 13-8 1-7 1-3 1-5
8 weeks 92 1-6 12-6 2-2 7-6 6-2
12 weeks 72 1-5 18-0 1.9 6-9 6-4
16 weeks 113 1-8 15-0 3-5 3-4 12-7
20 weeks 4-0 17-0 15-2

TSH = Thyroid stimulating hormone. TRH = Thyrotrophin releasing hormone.
Conversion: SI to traditional units-Thyroxine: 1 nmol/l 77-7 ng/100 ml.

Triiodothyronine: 1 nmol/l ;65 ng/100 ml. Free thyroxine: 1 pmol/l 77-7 pg/
100 ml.

hormone to thyrotrophin releasing hormone was seen, and by 20 weeks the
response was normal. After 12 weeks' treatment he had gained 6 kg in
weight and the weakness had improved slightly. The improvement was
maintained, and by 40 weeks his muscle power was clinically normal,
although some muscle wasting persisted. He was still receiving carbimazole
10 mg twice a day.

Comment

Muscular weakness in hyperthyroidism is well recognised. It may
be the presenting feature and may precede all other manifestations of
the disease. Recent studies concluded that the clinical findings of
muscle weakness and atrophy cannot be ascribed to defects in motor
neuron activity or to changes in neuromuscular transmission. Meta-
bolic and contractile function also seem insufficiently altered to
explain the muscle weakness.3 The development of myopathy is
probably a direct effect of the increased concentration of circulating
free thyroid hormones and is therefore usually bilateral. In this
patient the myopathy was unilateral, affecting the left shoulder
girdle muscles. The only consistent biochemical finding was the
flat response of thyroid stimulating hormone to thyrotrophin releasing
hormone.

We thank Dr I F Pye, consultant neurologist at Leicester Royal Infirmary,
for permission to report on a patient admitted under his care and for his
valuable comment on the manuscript.
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