Management of Cerebral Small Vessel Disease
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There are only a few specific clinical studies targeting therapies for cerebral small vessel disease (SVD), making it difficult to choose
treatments for this group of patients. The treatment to prevent progression of cerebral SVD is reviewed here. The recent results of the
Secondary Prevention of Small Subcortical Strokes (SPS3) trial support that in patients with recent lacunar stroke, the use of a
systolic-blood-pressure target of less than 130 mmHg is likely to be beneficial. However, targeting low blood pressure levels in older
patients is still controversial. The use of antiplatelet therapy is recommended based on the presence of lacunar strokes. Dual
antiplatelet therapy is not recommended in cerebral SVD because it may increase the risk of major bleeding and death. There is scare
evidence for the use of antiplatelet therapy in patients with isolated white matter hyperintensities (WMHs) in the absence of clinical
or radiological strokes. It is important to avoid antiplatelet therapy in patients without symptomatic stroke or transient ischemic
attack and with amyloid angiopathy that could carry a higher risk of intracerebral hemorrhage. The use of statin in patients with
WMHs is reasonable when they have a clinical or radiological strokes and a low density lipoprotein >100 mg/dL.
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