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ABSTRACT

It is not well known that giant cell ar-
teritis can cause fatal complications due
to rupture of aortic aneurysms or cere-
bral and myocardial infarctions. If cor-
ticosteroid treatment is started early,
most of these complications can be avoid-
ed.

Introduction

Giant cell arteritis (GCA) can threaten
the life of its victims due to inflamma-
tory lesionsin vital vessels such as the
coronary arteries, the aorta and the cer-
ebral arteries. However, only afew fatal
cases are reported in the literature and
most clinicians are not aware that GCA
can cause cerebral and myocardial in-
farctions as well as aortic aneurysms.
Fatal GCA cases are probably even more
often undetected today due to the decrea
sing frequency of autopsies and the fact
that microscopic examination of the ar-
teriesis not routinely performed.

Myocardial infarction

The prevalence of GCA in cardiological
practice is unknown and How et al. de-
scribed the problem in 1980 as "a car-
diological blind spot" (1). Only afew
case reports on myocardial infarction due
to GCA are availablein the literature (2-
5).

Dissecting aneurysm of the aorta
Aortitisin GCA was first reported by
Sproul and Hawthorn in 1937 (6). Ost-
berg studied 20591 autopsiesin Mamo,
Sweden 1957-71 and found that out of
443 aortic aneurysms, 85% were due to
atherosclerosis, 8% to syphilis, and 7%
to GCA (7).

Evans calculated that the risk for GCA
patients of suffering thoracic aortic an-
eurysms was 17.3 times (95% confi-
denceinterval (Cl) 7.9 - 33) therisk in
the general population (8). The corres-
ponding risk for addominal aortic aneu-
rysmswas 2.4 (95% ClI 0.8 - 5.5).

Liu reviewed 24 cases of aortic dissec-
tionin GCA and noted that 11/24 patients
(46%) had no previous GCA diagnosis
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(9). 80% of the patients died within 2
weeks.

In Gothenburg we found aortic aneu-
rysmsin 6/90 patients after a median
follow-up period of 11.3 years (10). Rup-
ture of the aneurysm was the cause of
death in 2 patients.

Cerebral infarction

Gilmour reported arteritis of the inter-
nal carotid artery in 1941. Arteritis of the
chiasmatic and pituitary arteries were
observed in 1959 by Crompton. In 1968
Kjeldsen and Reske-Nilsen found arte-
ritisin the circle of Willis. Wilkinson and
Russel reviewed 8 casesin the literature
and presented 4 of their own in 1972
(11). They observed an upper border of
the arteritis 5 mm above the dural per-
foration. From Gdéteborg we reported se-
ven GCA patients with cerebral stroke
(5). In 6/7 patients the arteritis even in-
volved the intracerebral arteries. Only
one patient had the picture of arteritis
outside the dura reported by Wilkinson
and Russdl.

Caselli noted transient ischemic attacks
(TIA) or cerebral strokein 12/166 (7%)
of consecutive patients with biopsy-
proven GCA (12). In 1990 Caselli re-
ported 3 cases of multi-infarct dementia
dueto GCA.

Discussion

Therisk of fatal complications stressthe
importance of suspecting and diagnos-
ing GCA early. The preventive effect of
corticosteroid treatment is indicated by
many long-term follow-up studies of
GCA patients reporting no increase in the
overall mortality rate compared to the
genera population (8,10, 13).

In an analysis of patients with biopsy-
proven GCA, Nordborg & Bengtsson
(14) reported an increased mortality dur-
ing thefirst 4 months after diagnosis, but
not later on. Schaufelberger noted an in-
creased mortality during thefirst 2 years
in patients with polymyalgia rheumatica
with no histological signs of arteritison
biopsy of the tempord artery (15). Inthe
latter two studies the patients were treat-
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ed by many different doctors without
special knowledge of GCA in contrast
to thefirst long-term follow-up study in
Gothenburg in which only doctors with
aparticular interest in the disease were
involved.

This may indicate the promising possi-
bility of preventing many fatal compli-
cations by a careful monitoring of the
patients. It will also be of great interest
to study the suggested preventive effect
of low dose acetylsalisylic acid or other
anti-coagulants on the incidence of vas-
cular complications. To evaluate this pro-
blem amulti-center clinical tria ishighly
recommended.
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