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Temporal arteritis: a form of systemic panarteritis

A Sendino, F J Barbado, I Gonzalez-Anglada, E Ant6n, F L6pez-Barea, J J Vazquez

Abstract
The case is reported of a patient with giant
celi arteritis affecting several organs. The
triggering cause of death was a brainstem
infarction due to basilar artery thrombosis.
The necropsy showed the systemic character
of the disease affecting the coronary, bron-
chial, and ovarian arteries.

(Ann Rheum Dis 1992; 51: 1082-1084)

Giant cell arteritis, also called temporal arteritis,
is a systemic panarteritis which affects large,
medium, and small sized arteries especially in
elderly patients.' 2 Most of the clinical symp-
toms and signs are caused by vasculitis of the
carotid branches and hence temporal arteritis is
the most characteristic clinical form. There are
various systemic forms, however, both atypical
and mixed, which affect multiple organs with or
without clinical symptoms.3
Among the most troublesome problems of

giant cell arteritis are the long term treatment
with steroids and recurrences after discontinuing
drug treatment.
We describe here a patient with giant cell

arteritis whose death was caused by a stroke
with basilar artery thrombosis. The necropsy
showed an active multisystemic arteritis with
unusual locations: coronary arteries, bronchial
arteries, and female reproductive tract arteries.
From a clinical and biological point of view the
disease had been suppressed by 26 months of
treatment with steroids.
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Case report
In April 1987 an 81 year old woman with a past
history of non-dysfunctional multinodular
goitre for five years and hypertension was
admitted to hospital after having a headache
over the temporal regions and muscle weakness
(especially over the scapular region) for one

month. Thirty hours before admission she had a
sudden loss of vision in her left eye.

Laboratory studies revealed an erythrocyte
sedimentation rate (ESR) of 110 mm in the first
hour, a haemoglobin concentration of 106 g/l,
and a2 globulin 13-3%. Temporal arteritis was
suspected and prednisone (60 mg daily) was
started in the emergency room. The patient
improved.

Prednisone was gradually reduced to 8 mg/day
and maintained at that level. It was discontinued
26 months later after the patient's disease
became clinically and biochemically stable.

In August 1989 she presented with a transient

ischaemic attack including disorientation and
dysarthria. She was treated with an antiplatelet
drug (dipyridamole). In September 1989 she
had severe weakness, arthralgia, and arthritis
of the wrists. The ESR was again markedly
increased (102 mm/h). The symptoms were
thought to be a recurrence of temporal arteritis
and steroid treatment was reintroduced.

In October 1989 the patient presented with
a sudden onset of agitation, loss of speech,
deviation of labial commissure to the left, and
motor deficiency in the right limbs. Physical
examination showed a temperature of 39°C,
grade III coma, dehydration, left paralytic
mydriasis, and right superior facial nerve
palsy. Both temporal artery pulses were present.
There were no meningeal signs. In the right
hand and foot we found hypotonia, hemiparesis,
a positive Babinski's sign, and also a necrotic
lesion of the great and second toes of the right
foot and the great toe of the left foot. Peripheral
artery pulses were normal. The laboratory data
included an ESR of 130 mm in the first hour.
The cerebrospinal fluid was clear, the glucose
concentration was 5 8 mmol/l (simultaneous
blood glucose 7-2 mmol/1), and protein 0-5 g/l.
Microorganisms were not found with Gram's
stain. A chest radiograph showed cardiomegaly
and left parahiliar condensation. A computer
assisted tomographic brain scan showed corti-
cosubcortical atrophy. An electrocardiogram
showed atrial fibrillation and a lateral sub-
endocardial ischaemic lesion. The electroen-
cephalogram showed interhemispheric asym-
metry with signs of severe brain damage in the
left hemisphere.
The patient remained in a coma with fever.

She did not improve and died six days later.
The necropsy showed histological lesions of

giant cell arteritis in the following arteries: both
superficial temporal (fig 1), both coronary (fig
2), paraovarian (fig 3), and peribronchial (fig 4).
A basilar artery thrombosis from the pos-
terior cerebral triggered an infarction of the
left hemimesencephalon and the ipsilateral
occipital lobe.

Discussion
The case has been reported of a patient with
temporal arteritis whose diagnosis was made
based on clinical data.4 5 The patient showed a
good response to treatment with steroids for 26
months. After that period of time the treatment
was discontinued because ofan alleviation of the
symptoms andon the basis oflaboratory analyses.
Three months later she had a recurrence of
temporal arteritis with neurological complica-
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tions and died. The necropsy showed the
systemic character of the disease with multiple
organs affected.4 6
We found damage in various locations
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Figure I (A) Superfcial temporal artery showing narrow lumen, intimal thickening, heavy
medial and adventicial inflammation, destruction ofthe internal elastic lamina, and
granulomatous infiltration. (B) Giant cells phagocytising the internal elastic lamina
(haematoxylin and eosin stains).
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Figure 2 Midsegment ofthe epicardial left anterior descending coronary artery withfocally
granulomatous giant cell arteritis showingfragmentation ofthe elastic interna lamina
(arrows). Lower left corner inset shows a giant cell phagocytingfragmentation ofelastic
interna lamina (haematoxylin and eosin stains).

including the external carotid system (temporal
arteries) (fig 1), the heart (coronary arteries) (fig
2), the lung (peribronchial arteries) (fig 4), and
the genital tract (ovarian artery) (fig 3). The
triggering cause of the patient's neurological
manifestations was a severe thrombosis of the
basilar artery with left hemimesencephalic and
ipsilateral occipital lobe necrosis.
There are various pathological causes which

can give rise to a cerebral ischaemic lesion in a
patient with temporal arteritis. The first is
vasculitis of the cerebral vessels. The vertebral
arteries are typically affected, as are the super-
ficial temporal, the ophthalmic, and the
posterior ciliary arteries. The internal carotid
system (except for its ophthalmic branches), the
vertebrobasilar system, and the circle of Willis
can also be affected.7 8

Stroke symptomatology is found in 1-4-5%
of patients with temporal arteritis.9 In the active
phase of the disease the risk is high, up to
10-25%. ' In spite of this well documented
investigations of the pathological effects and the
extent of the arteritis are unusual. This investi-
gation is carried out in less than 3% of patients. "l
One consistent observation in published work
is that strokes related to temporal arteritis are
more often localised within the vertebrobasilar
territory than within the carotid arterial
system.7 10 Basilar artery thrombosis has been
given as a common cause of death.'0
Emboli from a mural thrombus in myocardial

infarction due to coronary arteritis can also give
rise to a cerebral ischaemic lesion. Neuro-
ophthalmologic events are seen during the first
few days or weeks of the treatment with
corticosteroids due to their thrombogenic
properties. 12-14 Some workers have recom-
mended treatment with anticoagulant or anti-
platelet drugs during the initial phase of steroid
treatment for this reason.9

Atherosclerotic diseases of the cerebral
arteries can also cause a cerebral ischaemic
lesion. The age group at risk from temporal
arteritis coincides with that at risk of cardio-
vascular disease due to atherosclerosis related
to senility. The atherogenic effect of prolonged
treatment with corticosteroids may also be a
contributing factor.

In our patient we did not observe arteritic
lesions in the basilar artery, only thrombosis.
We could not rule out the possibility of arteritis
in the extracranial vertebrobasilar area as we did
not perform a histological study.

Stenosing coronary arteritis is well docu-
mented in giant cell arteritis but is unusual.'1'7
Death due to acute myocardial infarction is still
more unusual.'6 In this patient the necropsy
findings explained the aetiology of the chronic
ischaemic heart disease which developed into
congestive cardiac failure (fig 2).

Giant cell arteritis of the female reproductive
tract is rare. In November 1989 a report of the
fifteenth known case was published.'8 The
discovery was not related to any symptoms of
the organ affected but was discovered by chance
after surgical removal of the organ, as in
previous reports.'9 The patient did not have
local symptoms at any time.
Pulmonary artery disease resulting in occlusion
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Figure 3 Female reproductive tract artery with calcification, chronic inflammatory
inftiration, and presence ofgiant cells (arrow) (haematoxylin and eosin stain).

Figure 4 Peribronchial
artery with occlusion of
lumen and presence of
granulomatous infiltration
with giant cells of all coats
(arrow) (haematoxylin and
eosin stain).
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is found more often.2>22 Arteritic disease of
the bronchial mucosa is less usual. This lesion
may account for the respiratory symptomatology
which is sometimes seen in the active course of
the disease such as a dry cough or pharyn-
golaryngeal disorders.23 In our patient there
was inflammatory disease of the peribronchial
arteries without clinical manifestations (fig 4).

In addition to the systemic nature of giant cell
arteritis this case illustrates the difficulty in
deciding the appropriate dose and length of
corticosteroid treatment. The recommended
doses in the active phase are between 20 and
80 mg/day.24 25

The duration of treatment with steroids is
controversial due to the risk of side effects in
longstanding treatment.2S29 Most workers
favour treatment with corticosteroids for at least
one to two years, but some patients need
treatment for five to six years or even for life.
We cannot forsee recurrences and it is difficult
to know the treatment subgroup in which each
patient will be.

In summary we have presented the case of a
patient with a recurrence of giant cell arteritis.
The necropsy showed an active multisystemic
arteritis affecting the heart, lungs, and female

reproductive tract. The triggering cause of
death was an ischaemic necrosis of the encephalic
trunk due to basilar artery thrombosis.

We thank Dr Gerald Salomon for his contribution to the
translation of this paper. This work was supported in part by
Caja Madrid, Madrid, Spain.
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