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Abstract

JAK2-STAT3 is an important signaling pathway which is involved in the differentiation, invasion, metabolism and

angiogenesis in human body. A variety of factors and drugs are widely used in the research on ischemic diseases

by activating this pathway to promote vascular endothelial cell neovascularization and to improve ischemia

symptoms. This article reviews recent studies on the roles of JAK2-STAT?3 signaling pathway in heart, brain,

peripheral blood vessels and other ischemic diseases.
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