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[ Abstract ]

small vessel lesions, involving intracerebral small artery, venule, arteriole, blood capillary and so on. CSVD mainly performs

Cerebral small vessel disease ( CSVD ) means brain function impairment syndrome that caused by cerebral

as cognitive disorder, stroke, mental and behavior disorder, and it may classify as vascular smooth muscle cell disease,
vascular interstitial disease, vascular endothelial cell disease and vascular metabolic disease according to the mechanism
of vasculopathy caused by single—gene inherited disease. This paper mainly reviewed the mode of inheritance, pathological

characteristics, clinical manifestation and imaging findings of monogenic hereditary CSVD, in order to provide a reference for

the effective diagnosis and treatment on clinic.
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