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literature and described a further case. Because primary
hyperparathyroidism associated with rickets is very rare
it is possible that our patient had nutritional rickets with
tertiary hyperparathyroidism. Nutritional rickets or osteo
malacia is rare, and dietary sources of vitamin D are only
required when man is shielded from effective sunshine by
clothing, housing conditions or industrial smog.' It is
possible that our patient had nutritional rickets due to
dietary lack of vitamin D with tertiary hyperparathyroid
ism, even though exposed to solar irradiation. Seedat and
North-Coombes' have observed adult nutritional osteo
malacia in Blacks in Southern Africa. If this theory is

tenable then this is the first case, to our knowledge, of
nutritional rickets producing tertiary hyperparathyroidism.
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Thyrotoxic Periodic Paralysis
L. OV TIM

SUMMARY

A case of thyrotoxic periodic paralysis in a young Chinese
male is reported. Attacks of paralysis ceased once the
patient was rendered euthyroid on appropriate treatment.
The features of thyrotoxic periodic paralysis are briefly
outlined.

S. Air. Med. l., 48, 2269 (1974).

Periodic paralysis complicating hyperthyroidism occurs
not uncommonly in Oriental patients, but only rarely in
White patients. EngeI', in a review of the literature, found
that 90% of the patients on record were Japanese, in whom
the incidence of periodic paralysis varied from 2°6 to 8%
of all thyrotoxics.'·· In reports from Hong Kong' and
Singapore' thyrotoxic periodic paralysis occurred in about
2°6 to 5°6 of Chinese patients, whereas in Taiwan' this
complication is surprisingly rare. This report describes a
case of thyrotoxic periodic paralysis in a South African
male of Chinese origin.

CASE REPORT

A 21-year-old Chinese male with an atfack of paralysis
was seen at his home on 12 February 1973. He first
experienced attacks of severe weakness of his limbs in
October 1971, as a student in Cape Town, with further
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attacks in February and July 1972, and again one week
prior to the present episode. All the attacks were usually
preceded by a strenuous game of tennis, followed by a
heavy meal in the evening. The onset was heralded by
stiffness of the leg muscles about 3 hours after supper,
which progressed to symmetrical weakness of both upper
and lower limbs to the extent that he could not move
his limbs at all. Spontaneous recovery ensued after 24 - 28
hours. Since February 1972 he had lost 30 kg in weight.
and he had a poor appetite during the 3 - 4 months prior
to the first consultation. For 6 weeks he had experienced
palpitations, dyspnoea and tiredness on exertion. He
sweated profusely and preferred cold weather. He also
tended to lose his temper very easily, but denied any
increased prominence of his eyes or any change in bowel
habits. There was no family history of thyroid or paralytic
diseases.

Examination showed an alert, moderately anxious
patient with a pulse rate of 140jmin, and a blood pressure
of 130 j 60 mmHg. There was marked lid lag, with normal
ocular movements and no exophthalmos. Moderately
diffuse enlargement of the thyroid gland with a continuous
bruit was found. Skin and hair were normal, but the
palms were warm and sweaty. Neurological examination
during the attack revealed marked weakness of the upper
and lower limbs, involving mainly the proximal muscles.
There was no muscle wasting. The tendon reflexes were
diminished, and there was slight weakness of the trunk
muscles. The cranial nerves were intact. There was no
sensory abnormality. On recovery, his muscle power and
reflexes returned to normal, but a fine finger tremor
persisted. Serum potassium estimations done during and
after the attack are shown in Table I.
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DISCUSSION

TABLE I. SERUM POTASSIUM LEVELS DURING AND AFTER
ATTACKS OF PA'RALYSIS

Serum K+ (mEq/litre)

Thyrotic periodic paralysis (TPP) qnd familial periodic
paralysis (FPP) are similar in many respects. Both forms
occur predominantly in males, although TPP tends to occur
at a later age. During attacks, flaccid areflexic paralysis of
skeletal muscle, which on electromyography demonstrates

The following laboratory results were normal: haemo
globin, haematocrit, total and differential white cell count,
serum sodium, chloride and urea. Blood sugar was 105
mg/100 ml, serum calci urn 10,0 mg/100 ml and phosphorus
3,5 mg/IOO ml.

Thyroid function. studies: The Trilute "'I column test
(T,) was 87% (normal for males 43 - 60%). Serum thyro
xine iodine (T.) by column was 11,7 fig/dl (normal 3,0 - 7,0).
The free thyroxine index (T.) was 20,0 (normal for males
2,9 - 9,2). Radio-iodine uptake by the thyroid was 79% in
6 hours (normal 15 - 45 %) and 45 % in 24 hours (normal
20 - 50%).

On 16 February 1973 the patient was started on 40 mg
propranolol and 10 mg carbimazole every 6 hours. He was
also instructed to take 2 Slow-K tablets every 6 hours
at the onset of muscle stiffness. On 25 February 1973
after a heavy supper he experienced stiffness of his leg
muscles, and took the potassium tablets as instructed.
This did not prevent the onset of paralysis, although the
duration of the attack was shortened (Table I). During the
attack he had a pulse rate of 96/min and a blood
pressure of 130/60 mmHg.

After 6 months of antithyroid treatment, the patient
was clinically euthyroid, on a maintenance dose of 5 mg
carbimazole twice a day. Results of repeat thyroid function
tests were: T:.--62 %; T.-3,7 fig/dl; and T.--4,5. To date,
the patient has not had any further attacks of paralysis,
in spite of having returned to his previous habit of a
vigorous game of tennis, followed by a heavy evening
meal.
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Duration of attack

28 hours
19 hours

Date During attack After attack

12 February 1973 2,6 4,5
25 February 1973 3,3 4,2


