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[ Abstract]  The prevalence of acute ST segment elevation myocardial infarction is increasing year by year in China. At
present, reperfusion therapy is often used to open blocked vessels to reduce myocardial necrosis caused by ischemia. However,
the myocardial ischemia reperfusion injury caused by reperfusion therapy itself effects its efficacy, which has become a problem
that can not be ignored in clinical treatment of cardiovascular disease. In recent years, studies on the pathogenesis of myocardial
ischemia reperfusion injury and its therapeutic ideas have become more in—depth and comprehensive. Meanwhile, the activation
of JAK2-STATS3 signaling pathway has been proved to play an anti—inflammatory, antioxidant stress, endoplasmic reticulum stress
regulation, and anti—apoptosis role in the process of myocardial injury. Traditional Chinese medicine (TCM) has been widely
valued for its multi—link, multi—pathway and multi—target advantages. A variety of TCM prescriptions, compounds and proprietary
medicines can prevent myocardial ischemia reperfusion injury through JAK2-STAT3 signaling pathway. This article reviews
the effect mechanism of JAK2—-STAT3 signaling pathway in myocardial ischemia reperfusion injury and its TCM prevention and
treatment mechanism.
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