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Advances in the correlation between intestinal microbiota metabolites

and post-stroke cognitive impairment”
ZHOU Dan L1 Wenjun ,YANG Yunhong ,JIN Xingfang”
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University , Kunming ,Yunnan 650051,China)

[Abstract] Post-stroke cognitive impairment (PSCD is a clinical syndrome from mild cognitive impair-
ment to dementia caused by stroke,which significantly increases the risk of disability and death in stroke pa-
tients. However,its pathogenesis is still unclear and the treatment is limited. Recent studies have shown that
intestinal microbiota and its metabolites play an important role in the occurrence and development of PSCI
through various pathways. This article mainly reviewed the correlation between short-chain fatty acids, trime-
thylamine oxide,and lipopolysaccharides with PSCI, which were representative of the intestinal microbiota me-
tabolites,and provide new ideas for the prevention and treatment of PSCI.
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