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Abstract: Neutrophil extracellular traps (NETS) are complexes that are released by neutrophils into the periphery to function. NETs
have been identified in thrombi from patients with cerebral infarction and have been found to be closely associated with atherosclerosis,
thrombosis. NETs can reduce the stability of atherosclerotic plaques, promote thrombus formation, and affect post- infarction
neovascularization. NETs have also been associated with bleeding after thrombolysis. The distribution of NETs varies in different types
of cerebral infarction, and inflammatory vesicle-associated components were found. All these suggest that NETs play an important role
in the pathogenesis of cerebral infarction. This article reviews the role of NETSs in the pathogenesis of cerebral infarction. This paper
mainly summarizes the role of neutrophil extracellular traps in atherosclerosis, thrombosis, and thrombolysis after cerebral infarction,
as well as the effect on neovascularization after cerebral infarction, the effect on different types of cerebral infarction, different types
of cerebral infarction, and the effect on cerebral infarction through inflammasome.
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