
598 RMISH MEDICAL JOURNAL 11 SEPTEMBE 1971

that aspirin has a profound effect on platelet behaviour-
the effects of two tablets can be detected for several days4
-yet although aspirin has been shown to prolong the
bleeding time its use has never been found to be a major
surgical hazard. If volatile anaesthetics carry a theoretical
risk of bleeding during surgery, they presumably also pro-
vide a theoretical benefit to the patient in preventing post-
operative venous thrombosis.
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Fibromuscular Hyperplasia
ofthe Internal Carotid Artery
Completed strokes and transient ischaemic attacks frequently
arise from disease of the extracranial vessels in the neck.
Far the commonest cause is arteriosclerosis, producing
either thrombosis of the vessel or microembolism of the
intracranial arteries. But a number of other conditions may
be responsible for a similar picture, particularly in younger
patients.

States of hypercoagulation including polycythaemia rubra
vera, pregnancy and the puerperium, and treatment with
oral contraceptives may cause thrombosis without disease
of the arterial wall. Among diseases of the arterial wall
is syphilitic arteritis, which, though it may have been the
commonest cause 150 years ago, is now rare. Direct traujma
to the carotid artery in the neck may cause thrombosis,'-3
and one cause of injury to bear in mind is direct carotid
arteriography.4 Spontaneous dissecting aneurysms of the
carotid artery,7 various arteritides including Takayasu dis-
ease, diffuse arteritis, and giant cell ("temporal") arteritis,8 9
and collagen vascular diseases10 11 may all occasionally be
responsible. Particularly in children, inflammation of the
wall of the carotid artery from adjacent cervical adenitis
may occasionally cause thrombosis.12 13 Hypoplasia of the
internal carotid artery may be the anatomical substrate
for a stroke,14 though it is important to recognize that the
angiographic appearance of hypoplasia may frequently be
seen beyond a stenosis in a vessel which is in fact of
normal calibre ("the post-stenotic carotid slim sign").15 In
rare cases no cause can be found for the carotid throm-
bosis.16
To be added to this list is fibromuscular hyperplasia

of the carotid arteries, a condition similar in nature to that
causing renal artery stenosis and hypertension. The patient
may present with a completed stroke due to carotid
thrombosis, or with a variety of transient cerebral ischaemic
symptoms, which may sometimes be related to head
turning. Often a bruit can be heard over the cervical
vessels. The classic arteriographic picture of this disease
is of a "string of beads" of alternating constriction and
dilatation of the normally smooth outline of the internal
carotid artery.'7 18 However, this angiographic appearance
is insufficient evidence to allow a firm diagnosis of the
disease to be made, for a similar picture may result from
spasm of the carotid artery, particularly when related to

a difficult puncture of the artery during arteriography.
Surgical inspection and pathological examination of the
vessel is the only absolute way of making the diagnosis.
The pathological picture'9 is similar to that of the more

widely studied condition in the renal arteries. There it is
recognized that stenosis may result from involvement of
the intima, the media, or the adventitia, or various com-
binations of these.20 21 Fibrosis of any layer may cause
simple stenosis rather than the striking beaded appearance
of the artery, which appears to result from damage to the
internal elastic lamina, allowing focal aneurysmal dilatation
between fibrotic stenoses. In arteries in which the media
is affected the smooth muscle of the arterial wall may be
hyperplastic and disarrayed into bundles. The aetiology
of this condition is unknown, though the great predomin-
ance of women in the reported series and association of
the disease with pregnancy suggest that hormonal influences
may play a part. The disease appears to be widespread
throughout many vessels of the body, and not restricted
to the vessel causing the presenting symptoms.'7 18
The classic treatment of renal artery stenosis with severe

hypertension is either excision of the stenosis, with end-
to-end anastomosis or grafting, or nephrectomy. A similar
approach has been used in the carotid territory.'9 However,
G. C. Morris and colleagues from Houston, Texas,22
introduced a tedhnique of dilatation of the stenosis. The
follow-up of six patients extended from two months to
four years, and they reported uniformly good results, with
normal postoperative angiograms. A further case of this
syndrome treated by dilatation has recently been described
by P. A. Lamis and colleagues from Atlanta, Georgia.23
This operation appears to be relatively simple, safe, and
easier than the various other approaches, and will probably
come to be the procedure of choice. Since some patients
have disease of several different arteries, it has been sug-
gested that widespread arteriography of such patients is
indicated.'-23 The situation is, however, similar to that
experienced with arteriosclerosis. It is probably better to
adopt the conservative approach and wait to see if disease
in other arteries will cause symptoms.
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