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artery (Fig. 2). On excision the aneurysm was found to be a
fibrous sac lined by pale laminated blood clot. The feeder vessels
were ligated, and the sac was excised. Postoperative progress was
uneventful, and he made a full recovery.

FIG. 2. Showing the aneurysmal sac.

COMMENT

Most of the reported cases of aneurysm of the hand and wrist
occurred in the ulnar artery and its branches rather than the
radial. In everyday life the ulnar border of the wrist is
subjected to trauma more often than the radial border, and this
may account for the difference in incidence of post-traumatic
aneurysms.
The radial artery in its terminal course lies deep to the

abductor longus and extensors longus and brevis tendons of the

thumb in the anatomical snuff-box, but occasionally it lies
superficial to these tendons (Gray's Anatomy, 1946). In such
an abnormal anatomical disposition the radial artery would be
more liable to injury, with consequent likelihood of aneurysm
formation.

Albright and Van Hale (1946) suggested that complete tran-
section of an artery is not compatible with aneurysm formation
because of the contractile power of the artery, which goes into
spasm to obliterate its lumen completely; they said that a
severed artery that is ligated may later form an aneurysm. In
the above case there were two branches of the radial artery
apparently divided at the accident, and later ligated in the
initial treatment; the subsequent wound sepsis predisposed
to reopening of these vessels with bleeding and haematoma
formation, and later recanalization converted this into an
aneurysm. At the Royal Orthopaedic Hospital, Igbobi, like
any other large centre for the treatment of accidents, lacerations
of the wrist with severance of the abductor and extensor tendons
of the thumb sustained accidentally in the home or at work, or
with homicidal intent, are often treated. It is therefore
surprising that post-traumatic aneurysm of the radial artery (or
its branches) at the wrist is not seen more often.

I wish to thank Dr. M. P. Otolorin, Chief Medical Adviser to the
Nigerian Government, for permission to publish this paper.
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Hair Loss in Patients Treated with
Carbimazole

Brit. med. J3., 1966, 2, 1502-1503

Carbimazole was introduced as an antithyroid drug by Lawson
et al. (1951). Since then it has been used extensively in the
treatment of thyrotoxicosis, especially in Great Britain and in
Europe (Wayne et al., 1964). In the United States of America
methimazole, a closely related compound, is favoured, and
carbimazole differs from it only by the addition of a carbethoxy
group. The overall incidence of side-effects with carbimazole
is low, varying from 3.5 to 10% (Trotter, 1962). Minor side-
effects include skin rashes, pruritus, and nausea, while blood
dyscrasias are fortunately rare. Loss of hair has not previously
been reported as a complication of carbimazole therapy, but
the cases of six patients who developed loss of hair after treat-
ment with thiouracil and its derivatives have been described
(Lundbaek, 1946: Levy, 1950; Wilburne, 1951). We felt it
of interest, therefore, to report the cases of five patients who
complained of loss of scalp hair while receiving carbimazole,
all seen at the Endocrine Clinic of the Western Infirmary,
Glasgow, within one year. Prior to treatment with carbimazole
the diagnosis of thyrotoxicosis had been confirmed in every case
by radioiodine tests and estimation of the serum protein-bound
iodine.

CASE REPORTS

Case l.-A woman aged 41 was first treated with carbimazole
30 mg./day in July 1963. After 10 weeks she was thought to be
euthyroid, and the dose of carbimazole was reduced to 15 mg./day and
thyroxine 0.3 mg./day was added. Two months later she complained
of diffuse loss of scalp hair. At this time she was euthyroid. There
was no evidence of loss of hair elsewhere on her body. Potassium
perchlorate 500 mg./day was substituted for the carbimazole, and
thyroxine was continued as before. One month later her hair
appeared normal. Therapy was discontinued in December 1964.
In May 1965 symptoms of thyrotoxicosis recurred, and relapse was
confirmed by a raised serum P.B.I. and a high absolute iodine
uptake by the thyroid gland. Carbimazole 30 mg./day was again
started. One month later she complained of nausea and loss of
scalp hair. This was sufficiently disturbing to make her reluctant
to leave her house without a covering over her head. Carbimazole
was discontinued and she was treated with 6 mCi of radioiodine,
Two months later her hair had returned to normal.

Case 2.-A woman aged 37 was treated initially with carbimazole
60 mg./day, starting in August 1964. After two weeks this was
reduced to 40 mg./day, and after a further two weeks to 30 mg./day,
and thyroxine 0.3 mg./day was added. In January 1965 she com-
plained of diffuse loss of hair confined to the scalp. Carbimazole
was discontinued and methylthiouracil 300 mg./day was substituted.
Thyroxine 0.3 mg./day was continued as before. After this no
further hair was lost and her hair again grew normally.

Case 3.-A woman aged 34 was first treated with carbimazole
30 mg./day in December 1964. Thyroxine 0.3 mg./day was added
in February 1965. In April 1965 she complained of diffuse loss
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of hair over the scalp. At that time she was euthyroid. The
thyroxine was discontinued and the carbimazole reduced to 15 mg./
day. After this there was no further loss of hair.

Case 4.-A female schoolteacher aged 21 was first treated with
carbimazole 40 mg./day in February 1965. This was reduced
to 30 mg./day, and in June thyroxine 0.3 mg./day was added.
In August she complained of diffuse loss of hair on her head,
and this caused her to be self-conscious at school. Clinically she
was euthyroid. Carbimazole was discontinued and methylthiouracil
300 mg./day was substituted. Thyroxine 0.3 mg./day was con-
tinued as before. The hair loss rapidly improved.

Case 5.-A woman aged 49 was started on carbimazole 30 mg./
day in January 1964. In July, while euthyroid and taking carb-
imazole 20 mg./day she complained of diffuse loss of hair on
the scalp. Carbimazole was discontinued in September. After
this there was no further loss of hair. She was treated with 11 mCi
of radioiodine in November. One week later carbimazole 30 mg./
day was restarted, along with thyroxine 0.3 mg./day. In September
1965 she was again greatly disturbed by loss of scalp hair. This
was a considerable embarrassment to her, and the hair lost in the
course of one week is shown in the Figure. The carbimazole
was discontinued and potassium perchlorate 250 mg. q.i.d. sub-
stituted. Thyroxine 0.3 mg./day was continued. Six weeks later
there was no further loss of hair, which appeared to be growing
normally.

..

Case 5. Hair lost during one week.

Disturbances of hair growth caused by chemical agents are
becoming increasingly common in medical practice (Rook,
1965), and the substances commonly responsible have recently
been reviewed (Van Scott, 1958 ; Rook, 1965 ; Milne, 1966).
Most toxic substances interfere with hair growth at the anagen
or proliferative phase, and alterations in the normal structure
of the anagen root can be seen microscopically (Van Scott,
1958). The hair loss in five patients in the present study
was localized to the scalp, and this can be accounted for by
the high proportion of scalp hairs in the anagen phase com-
pared with other sites in the body.

The relation between the loss of hair and the carbimazole
therapy seems fairly certain, for when treatment was discon-
tinued all the patients improved. Furthermore, in two of the
patients given subsequent courses of carbimazole hair loss
again occurred (see Table). In one instance (Case 3) improve-
ment was noted when the dose of carbimazole was reduced
from 30 to 15 mg./day, the patient being maintained on the
same dose of thyroxine (0.3 mg./day) throughout. In the
other instances the improvement was noted when potassium
perchlorate or methylthiouracil was substituted for the carb-
imazole or when the antithyroid drugs were discontinued.

Summary of Five Pattents with Loss of Scalp Hair While Receiving
Treatment with Carbimazole

Therapy When Hair Lost

Case Carbimazole Return of Hair
No. Thyroxine to Normal

Duration Dose Dose
(Weeks)

{ 18 15 mg. 0 3 mg. Carb. stopped: treated
1 ~~~~~~~~~KC1041 f4 30 mg. - Garb. stoppeds treated

2 19 30 mg. 0-3 mg. Carb. stopped: treated
methylthiouracil

3 17 30 mg. 0-3 mg. Carb. reduced to 15
mg./day

4 24 30 mg. 0 3 mg. Carb. stopped: treated
methylthiouracil

{ 22 20 mg. - Carb. stopped: treated
5 5311

40 30 mg. 0-2 mg. Carb. stopped

Loss of hair may occur in hypothyroidism such as can be
seen in overtreatment with antithyroid drugs. All the above
five patients, however, were euthyroid, and all were receiving
thyroxine in full replacement doses. Moreover, there was
evidence that of six patients who lost hair while receiving
methylthiouracil five were not hypothyroid (Lundbrek, 1946,;
Wilburne, 1951).

Loss of the hair is a drug-effect which causes considerable
distress, particularly in women (Sneddon, 1965). The associa-
tion of hair loss with carbimazole therapy is worthy of note,
as carbimazole is used extensively in the treatment of thyro-
toxicosis, and improvement may occur if another antithyroid
drug is substituted.

We are grateful to Professor Sir Edward Wayne for advice
and encouragemeit.
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