FEIOBE4H 2024F4 A AN H w5 %A Drugs & Clinic Vol. 39 No.4 April 2024 1067 *

SRFEFHOABRMABZEER A FRIPERNMRER

R, £E2 RKET?2, FAEY
1. REFEZ RS MRER, RE 301617
2. REMWARER, KE 300121

B OE: SUEONUERERIGAR 1w W0 I8 REfa R EE, (LR R A S 800 U L PR R . B AR R —Fh
MR RE ) R B A, EAER 2, AREPUEALI Fig . IO MR L FRI R AR T S AL e O LB L
WP g T B R RY IR A I L], DR IR R IR KA TT S O U AR 5 % .

KR B ORI ARSI RPERT: SRR BUs: A Bt

FESES: R285; R9T72 MHEFRERE: A YERS: 1674 - 5515(2024)04 - 1067 - 05

DOI: 10.7501/j.issn.1674-5515.2024.04.044

Research progress on protection of puerarin against myocardial ischemia-reperfusion
injury

JIA Yagian', WANG Hui?, ZHAO Zhenying?, CAO Yuejuan®
1. School of Graduate, Tianjin University of Traditional Chinese Medicine, Tianjin 301617, China
2. Tianjin Union Medical Center, Tianjin 300121, China

Abstract: Acute myocardial infarction is a common critical condition of the cardiovascular system in clinical practice, but the
reperfusion process often leads to myocardial ischemia-reperfusion injury. Puerarin is an isoflavone compound extracted from
Puerariae Radix, with a wide range of pharmacological effects. Puerarin can alleviate myocardial ischemia-reperfusion injury through
mechanisms such as anti- oxidative stress, anti-inflammatory response, inhibition of autophagy, and inhibition of ferroptosis. This
article summarizes the mechanism of puerarin in protecting against myocardial ischemia-reperfusion injury, in order to provide
reference for the clinical treatment of acute myocardial infarction with puerarin.
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