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[ Abstract ]

treatment in clinic, and myocardial ischemia—reperfusion injury (MIRI) is a common complication after reperfusion. Hypoxia—

Myocardial infarction is one of the major diseases affecting human health. Reperfusion is the main

inducible factor (HIF) =1 o, as an important molecule in hypoxia response, can enhance the body’s ability to adapt to hypoxia
and participate in the occurrence and development of many diseases. In recent years, many studies have shown that HIF-1 « can
restore mitochondrial function, resist oxidative stress, and activate cardio—protective signaling pathways, thereby alleviating MIRI,
so0 it may be an important target for MIRI treatment. This article mainly introduces the discovery process, structure and biological

effects of HIF-1 o and its mechanism of action in MIRI, and summarizes the current research status of treatment of MIRI based

on HIF-1 a, in order to provide new ideas and theoretical basis for the diagnosis and treatment of MIRI.
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