826 | EBRXBREER (EEWR)

Vol.41 No.6 Jun. 2021

JOURNAL OF SHANGHAI JIAO TONG UNIVERSITY (MEDICAL SCIENCE)

ARG SO MR EETRGOR KRR

FFE, BxbeiE, @ &
BRI R R EREEER R, B 200092

[(HWE] KRRk NBIFHEARTZ IR, H5 20U R E 8007, Bl ks &m0 WUB i FF# 35145 (myocardial
ischemia-reperfusion injury, MIRI) I BE TG . 782000 WUEFE Y Sl i FE 3, SR 3 by ol = E 45 5O IE D g .
SRR RGPS (mitochondrial reactive oxygen species, mtROS) AJSZUR LA AR EME , o L A E o A e s, 2
FHEMIRI Y F LIRS H K, [FET, mtROS & Al EHEO S (9 R AR (5 5565 . IO IH T-9F2 5.0 UL S 1.0 WLE 9
2SO U WUATE e P 3 mtROS 977 A= ALK B AIE mtROS FECIURESE IR 7 Hh A I IR AN L5 7 FH A R A 72804

[REIA ] O LB FE R Lok TR

[DOI] 10.3969/j.issn.1674-8115.2021.06.021 [HESDZEES] R541.4 [XEIFERL] A

Research progress in myocardial ischemia-reperfusion injury mediated by mitochondrial reactive

oxygen species

WEI Ya-zhong, XUE Xiao-mei, HE Bin
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[Abstract] With the development of percutaneous coronary intervention technology, acute myocardial infarction has been effectively treated, but the
myocardial ischemia-reperfusion injury (MIRI) has seriously affected the prognosis of patients. During the ischemia-reperfusion period of acute
myocardial infarction, oxidative stress can seriously damage cardiac function. Excessive mitochondrial reactive oxygen species (mtROS) can affect
mitochondrial permeability, and cause oxidative damage of specific molecules inside the mitochondria, which is the main driving factor for MIRI. In
addition, mtROS can promote the signal transduction of inflammatory after myocardial infarction, regulate myocardial cell apoptosis, and participate in
myocardial remodeling after myocardial infarction. This article reviews the mechanism of mtROS production in MIRI period and the clinical value and

application prospect of reducing mtROS in the treatment of myocardial infarction.
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