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Abstract Post-stroke cognitive impairment (PSCI) is a main complication after stroke and it refers to various
degrees of syndromes from mild cognitive impairment to dementia resulting from stroke. Research show that
PSCI is reversible, and detection of PSCI related biomarkers in patients can provide early prediction, detection,

and intervention. In this paper, the research progress of PSCI potential biomarkers in recent years was summarized.
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