- 416 - OB F IR 2023 45 A% 44 255 Adv Cardiovasc Dis ,May 2023, Vol. 44 ,No. 5

O ALER I B E R PR THEEN G RER

rtEde B Fdedt FEMK

(ATERRFWELGER LG TARER S A, L £4 214023)

[WE] Wb BRERG R AT RS A MR ARIRR MO FTERGAE, FAETECRACHFTIZE RFC
BERRFERE, RTAE—FBELL Q@I R AR R, R AL B EEREFRG SRR T H X, L4
R AR ST S Wb B ARG FEI0AR £ BALIE R KA S AT AL A R R B S A E AL T S e R R,
I E TR S WU o B P SR E TR ALR R AR K0S T HT SR

[R5 Wbk do B 2 3705 5 4K 58 T 5 B BEH Akt R A 4 B 4

[ DOI]10. 16806/5. cnki. issn. 1004-3934. 2023. 05. 008

Regulatory Mechanisms of Ferroptosis in Myocardial Ischemia Reperfusion Injury

YE Yuheng, QIAN Lingling, WANG Ruxing, LI Kulin

( Department of Cardiology , Wuxi People’ s Hospital Affiliated to Nanjing Medical University, Wuxi 214023, Jiangsu,

China)

[ Abstract] Myocardial ischemia reperfusion injury is a phenomenon involving varieties of cellular pathophysiological processes and

cellular signaling pathways, which often occurs after cardiovascular adverse events like coronary heart disease and resusciation of cardiac

arrest. Ferroptosis is a programmed cell death mode caused by the accumulation of cellular lipid peroxides and the decrease in activity of anti

lipid peroxides,which is involved in iron. Recent studies show that ferroptosis is closely related to myocardial ischemia reperfusion injury. Cell

events,such as redox imbalance, lipid peroxidation and endoplasmic reticulum stress, participate in the regulation of ferroptosis. This article

reviews the mechanisms of ferroptosis in myocardial ischemia reperfusion injury and related new horizons for cardiac treatment.
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