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Abstract:

is closely associated with the structural and functional abnormalities of the heart. The pathophysiological mechanisms of

Research advances in the involvement of inflammatory response in cardioembolic stroke

Cardioembolic stroke is a special type of ischemic stroke caused by cardiac diseases, and its development

this type of stroke are complex. It is often induced by thrombosis due to cardiac diseases, followed by thrombus detachment
and entry into cerebral vessels, leading to ischemic injury and subsequent cascade reactions. Inflammatory response plays
a crucial role in the development and progression of cardioembolic stroke, being involved in processes ranging from throm-
bosis to acute-phase brain injury after embolism, short-term neurological recovery, and long-term prognosis prediction,
and can also be used as a biomarker and diagnostic factor. This article summarizes the mechanism by which inflammation

contributes to the development and progression of cardioembolic stroke, as well as the current research advances in the eti-

ology of cardioembolic stroke, the recovery of neurological function after stroke, and personalized treatment strategies.
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