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Abstract

Cerebral small vessel disease (CSVD) is a common condition that seriously threatens the health of the Chinese population. It usually
has an insidious onset. Its common pathogenic mechanisms include chronic cerebral ischemia and hypoperfusion, endothelial
dysfunction, disruption of the blood - brain barrier, obstruction of interstitial fluid reflux, inflammatory response, and genetic factors.
Moreover, there are interactions among these different mechanisms. Von Willebrand factor (VWF) plays an important role in
thrombosis and the recruitment of inflammatory cells. Its lyase, ADAMTS13, reduces thrombosis and inflammatory recruitment by
cleaving ultra - large - molecular - weight VWE. Therefore, research on treatment strategies targeting the regulation of VWF levels
or enhancement of the activity of its lyase ADAMTS13 may become popular in the treatment of cerebral small vessel disease. This
article reviews the relevant mechanisms.
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