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Role of pericytes in pathogenesis of stroke*
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Abstract: Stroke is a cerebrovascular disorder of blood circulation. Studies have shown that astrocytes,
microglia and pericytes play an important role in the pathogenesis of stroke. As perivascular multi-potent cells and
an important component of the blood-brain barrier (BBB), pericytes have been shown to exert various functions

including differentiation and maintaining BBB integrity. Here in this review, we summarize the roles of pericytes in

stroke focusing on cerebral blood flow, BBB integrity, angiogenesis, immune responses, scar formation and fibrosis.
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CNS) FHYSERMERIEFARAFIE RPN . FEXF W
FMNIERREWITEIESE, JAAMIXHE R AR 57 A
BE, I HAT DURET 9 0E I A A 5~ 7R
PEAETS /N BURRG P A JET A 7T LAy A 4 A 7 )
AT ( granulocyte—colony stimulating factor, G-CSF ).
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