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Abstract: Cerebro-cardiovascular disease which is common in clinical practice is featured by its high incidence, morbidity and
mortality. So studies have shown that adhesion,activation and aggregation of the platelets and thrombosis induced by plate-
lets are considered to play a critical role in the pathogenesis of cerebro-cardiovascular disease, therefore, exploration and iden-
tification of the factors involved in the platelet activation and thrombosis formation is an important incision for prevention
and control of cerebro-cardiovascular disease. Recent studies have suggested that gut microbiota, as the most largest and
complicated micro-ecosystem in human body.is participated in the platelet function regulation. Here,author reviewed the re-
cent progress about the role of gut microbiota in thrombosis formation and its therapeutic potential,and these data are be-

lieved to provide novel insight and theory basis for application of gut microbiota-base treatment regimen in the cerebro-cardi-

ovascular diseases.
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