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Abstract

Vascular dementia (VaD), including heterogeneous diseases, is the second most common type of
senile dementia. Cerebral small vessel diseases, containing multiple lacunar infarcts, Binswanger
disease, and amyloid angiopathy, are one of major causes of VaD. Of the three, multiple lacunar infarcts
and Binswanger disease are characterized by subcortical ischemic lesions and called subcortical vascular
dementia. On the other hand, amyloid angiopathy is characterized by cortical small hemorrhagic lesions.
Here we briefly review VaD focusing on cerebral small vessel diseases.

Key Words: Vascular dementia, Multiple lacunar infarction, Binswanger disease, Hereditary cerebral
small vessel disease.
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