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Abstract

GAO Xing,LU Yan-

Post-stroke cognitive impairment ( PSCI) is a common complication following acute ischemic cerebrovas-
cular events. It not only seriously affects the quality of life of stroke survivors,but also increases the mortality of the pa-
tients. Inflammatory response has been proven to participate in the development and progression of acute ischemic stroke,
which injures neural cells to further activate the bodys inflammatory response and release of inflammatory factors , destroy the
integrity of neural circuits, and thereby lead to cognitive dysfunction in patients. Evidence on the relationship between in-

flammatory biomarkers and cognitive function is insufficient. Therefore, this paper focused on the changes in the levels of in-

flammatory biomarkers to discuss the role of inflammatory response in patients with PSCI.
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