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Fibromuscular Dysplasia of the Distal Internal Carotid and Middle Cerebral Artery
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—Abstract—

Fibromuscular dysplasia is an uncommon condition of idiopathic, non-inflammatory and
non-atherosclerotic disease of the musculature of arterial walls. The disease is rare, but it
commonly affects young and middle aged women. Isolated intracranial cerebral fibromuscular
dysplasia is extremely rare because cerebral fibromuscular dysplasia usually affects
extracranial vessels. A 26-year-old woman was admitted with right hemiplegia and global
aphasia. Brain MRI and MRA demonstrated acute left middle cerebral artery territory
infarction with a multifocal stenosis and dilatation of the left middle cerebra artery and left
internal carotid. The characteristic conventional cerebral angiographic findings demonstrated a
typical string-of-beads appearance in the left distal internal carotid artery and proximal
portion of the left middle cerebral artery, which suggested a medial type fibromuscular
dysplasia. We report a case of isolated intracranial fibromuscular dysplasia with left middle
cerebral artery territory infarction. Fibromuscular dysplasia should be considered as a stroke
risk factors in children and young adults, especially in patients with no known cardiovascular

risk factors.
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Fig. 1. (A) Brain CT shows low attenuated lesions
and edema in the left middle cerebral
artery territory. (B) Brain MRI diffusion
weighted imaging shows a typical left middle
cerebral artery territory infarction involving
the left striatocapsule, inferior frontal lobe,

inferior and middle temporal lobe, and

middle occipital lobe.
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Fig. 2. Magnetic resonance angiography for the
TOF technique (A) and for contrast enhanced
magnetic resonance angiography (B) reveal
fregular and partially diminished flow
signals in the left distal internal carotid
artery and the proximal portion of the left
middle cerebral artery. These findings
suggest multifocal stenosis and dilatation of
the above arteries.
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Tig. 3. Selective left carotid angiography (A) and
three dimensional volume rendering imaging
{B) demonstrate the characteristic "string of
beads” sign affecting the distal intracranial
portion of the internal carotid artery and
proximal portion of the middle cerebral artery,
establishing the diagnosis of fibromuscular
dysplasia.
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