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Abstract: Total glucoside of paeony (TGP) can improve the degree of atherosclerosis and myocardial remodeling, relieve myocardial
ischemia, decrease the size of myocardial infarction, reduce myocardial ischemia-reperfusion injury, and has myocardial and vascular
protective effects. Its mechanism is related to regulating blood lipid, anti-platelet aggregation, inhibiting oxidative stress, reducing
inflammatory injury and inhibiting apoptosis / pyroptosis. Through systematic review of literature reports, this article discusses in depth
the cardiovascular protective effects of TGP and its mechanism of action, and provides a new strategy for TGP to prevent and treat
cardiovascular diseases.
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Table 1 Cardiovascular protective effect and its mechanism of total glucoside of paeony
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