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Abstract

Ischemic stroke is a disease influenced by multiple genes and factors, with hypertension, hyperlipidemia, and atherosclerosis being
recognized as risk factors. Traditional risk factors can only explain certain causes of ischemic stroke, while research has confirmed
that genetic factors play a significant role in the occurrence of ischemic stroke. Investigating genetic risk factors can deepen our
understanding of the pathogenesis of ischemic stroke and promote the exploration of genes and their polymorphic sites (SNPs) that
affect stroke occurrence. This field is gradually evolving into a new research hotspot. This study aims to review the latest progress in
research on genetic polymorphisms related to ischemic stroke, providing a reference for gene therapy targeting ischemic stroke.
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