risk is ~15% per year, similar to untreated symptomatic carotid
atherosclerosis.

Dissection of the internal carotid or vertebral arteries or even
vessels beyond the circle of Willis is a common source of embolic
stroke in young (age <60 years) patients. The dissection is usually
painful and precedes the stroke by several hours or days.
Extracranial dissections do not cause hemorrhage, presumably
because of the tough adventitia of these vessels. Intracranial
dissections, conversely, may produce SAH because the adventitia of
intracranial vessels is thin and pseudoaneurysms may form,
requiring urgent treatment to prevent rerupture. Treating
asymptomatic pseudoaneurysms following extracranial dissection is
likely not necessary. The cause of dissection is usually unknown,
and recurrence is rare. Ehlers-Danlos type |V, Marfan’s disease,
cystic medial necrosis, and fiboromuscular dysplasia are associated
with dissections. Trauma (usually a motor vehicle accident or a
sports injury) can cause carotid and vertebral artery dissections.
Spinal manipulative therapy is associated with vertebral artery
dissection and stroke. Most dissections heal spontaneously, and
stroke or TIA is uncommon beyond 2 weeks. One trial showed no
difference in stroke prevention with aspirin compared to
anticoagulation, with a low recurrent stroke rate of 2%.

SMALL-VESSEL STROKE
The term lacunar infarction refers to infarction following
atherothrombotic or lipohyalinotic occlusion of a small artery in the
brain. The term small-vessel stroke denotes occlusion of such a
small penetrating artery and is now the preferred term. Small-vessel
strokes account for ~20% of all strokes.

Pathophysiology The MCA stem, the arteries comprising the circle
of Willis (A1 segment, anterior and posterior communicating arteries,
and P1 segment), and the basilar and vertebral arteries all give rise
to 30- to 300-uym branches that penetrate the deep gray and white
matter of the cerebrum or brainstem (Fig. 427-4). Each of these
small branches can occlude either by atherothrombotic disease at its
origin or by the development of lipohyalinotic thickening. Thrombosis



