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[ Abstract ]

morbidity and mortality. Cerebral collateral circulation has a positive compensatory effect on ICVD, which is often caused by

Ischemic cerebrovascular disease (ICVD) is a common central nervous system disease with high
atherosclerosis. In recent studies, various physiological and pathological processes of cerebrovascular atherosclerosis and
establishment of collateral circulation were closely related to miRNA that has the potential to be used as a new biomarker for
diagnosis and evaluation of ICVD. This article reviews the relationship between miRNA and cerebrovascular atherosclerosis,
and the establishment of collateral circulation in ICVD.
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