
Giant Cell Arteritis Revealed by Vertebrobasilar Insufficiency

To the Editor:

Giant cell arteritis (GCA) is a rare cause of stroke involving cervical verte-
bral arteries. We describe a patient with no clinical symptoms of GCA and

several cardiovascular risk factors. GCA was considered because of multi-
ple and concentric stenosis of the right cervical vertebral artery and occlu-
sion of the left one.

A 76-year-old man was admitted with a 1-month history of progressive
onset of right facial paresthesia, dysarthria, gait ataxia, vertigo, and left
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Figure 1. A. Right vertebral angiogram revealed multiple and concentric stenosis. B. Cerebral angiography revealed multiple stenosis of the right vertebral
artery in the extradural portion, a normal diameter of the intradural portion and of the basilar artery, and occlusion of the left vertebral artery. C.
Ultrasonography showed concentric stenosis of the right vertebral artery.
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hemiparesis. He had a history of hypertension, hypercholesterolemia,
smoking, and coronary disease, and was taking a daily dose of aspirin 75
mg. He did not complain of headache, and temporal artery palpation was
normal. Brain magnetic resonance imaging (MRI) scan showed right pon-
tine and left cerebellar infarctions. Cervical MR angiography revealed
occlusion of the left vertebral artery and severe stenosis of the right. This
was confirmed by cerebral angiography (Figure 1A, 1B). Ultrasonography
(Figure 1C) showed a concentric aspect to the stenosis. Erythrocyte sedi-
mentation rate (ESR) was 60 mm/hour.

The diagnosis of GCA was considered because of the patient’s age, the
aspect of the stenosis of the right vertebral artery, and the elevated ESR.
The diagnosis was confirmed by temporal artery biopsy (TAB) showing
inflammatory cell infiltrate, multinucleate giant cells, and intimal prolifer-
ation, with a complete luminal occlusion of the artery (Figure 2).
Prednisone 70 mg/day (1 mg/kg) was started and the daily dose of aspirin
was increased to 160 mg. One month later, he complained of worsening
dysarthria and ataxia. MRI showed new right pontine and left thalamic
infarctions with a bilateral vertebral occlusion. He was given high-dose
intravenous (IV) methylprednisolone (360 mg/day), and aspirin was
replaced with heparin for activated partial thromboplastin time > 2. His
condition deteriorated, with ataxia and coma, and he died a few days later.

GCA causes vasculitis characterized by granulomatous inflammation
in the wall of medium-size and large arteries and preferentially affects
extracranial branches of the carotid artery1. Occlusion of the posterior cil-
iary arteries leading to anterior ischemic optic neuropathy is the most fre-
quent complication, but cerebral arteries can also be involved, leading to
cerebral infarction. Nesher, et al2 reported cranial ischemic complications
(including visual loss and stroke) in 25% of a group of patients with GCA,
but Wiszniewska, et al3 found only 0.15% of stroke in a population of 4086
patients with GCA. Vertebral arteries are more likely affected than internal
carotid arteries, especially in the extradural portion, where there is more
elastic tissue4. Our patient’s cerebral angiography showed multiple steno-
sis of this portion of the right vertebral artery, but the intracranial portion
and the basilar artery were of normal diameter without stenosis (Figure
1B). Involvement of intracranial arteries is rare4, and cerebral infarctions
are the hemodynamic consequences of occlusion of cervical arteries.

The ultrasonographic axial plan can show a concentric halo and T2-
weigted MRI a slightly hyperintense vessel wall due to inflammatory mural
thickening of arteries5.

The prognosis of GCA of the vertebral arteries is poor: reports reveal
that most patients die or become dependent6. Sutter, et al7 and Ahdab, et
al8 described cases with good outcome. The patients received high-dose IV

methylprednisolone (500 to 1000 mg/day) for 5 days. Addition of other
immunosuppressive treatments like cyclophosphamide is discussed, but no
guidelines are put forward. Nesher, et al2 and Lee, et al9 suggested that
antiplatelet or anticoagulation therapy may reduce ischemic complications.

Our patient had no symptom of GCA, with no headache, but the char-
acteristics of multiple and concentric stenosis of the right vertebral artery
pointed toward the diagnosis. TAB not only confirmed the diagnosis but
also revealed a complete luminal obstruction. Makkuni, et al10 suggested
that the degree of intimal hyperplasia was associated with ischemic com-
plications in GCA.

Even if clinical symptoms are not evident, GCA should be considered
in patients over age 50 years with multiple and concentric stenosis of
extradural vertebral arteries. Diagnosis may be difficult in the absence of
headache and presence of atherosclerotic risk factors, but poor prognosis
can be worsened by the delay of immunosuppressive treatment.
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Figure 2. Temporal artery biopsy (HES obj*10) showed inflammatory cell
infiltrate with intimal proliferation with a complete luminal occlusion.
This image = 60% of original magnification.
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