#1545 511 B Vol. 15 No.l
2024 4F 1 H Organ Transplantation Jan. 2024

% FE A T -

BZ4 AR S TR IN-B L RN E XA R EHE

XErREAG FBA

HHRIEE ~

o LI T s
A WA T '\&
;& |
M1 B 5 41 A bl
IL-6. IFN-vy e E
/ e Al
? s @ b - 4 A \ f
> )
MO 5 1541
IL-10, TGF-B - N
B S P
Vs
-/;- A 2 \\ I.( 23 ]l['r 4
515 7 4 40 D L £ |l
M2 [ 0 41 ff /.IRI%‘%%
N : -

(FE] S -FREER (IRD) 22— MR HE 2w B A R, rI7EOCNAESE ., b SEBE. Wik
BT e FARSGEL R R A . B VRN R e RGOS, AE IR A AP i G B
o M1 BB DEAICRIR RAME, S 5MHEMRAER; M M2 BIERAEEAPRIER, 548U E MEHEL
KAMMANEE TR A VA A B 2 8] (P AGX T IRT B45 R ANvA Yy H/r BB, AR SR T B WA ITE IRT i
ER, 6B WEANH M1/M2 RADPH . [a A RSN H SR RSEE P . HAk, BBHE T IR A ) E
WA TE ARG T3, i IRI AR S UE E A TR RS2

(iR ] B -FEE0; BRI, RAERN; WA (ROS) ; ML+ FiMET; HiskHl;
THfEIRTT

[hESZES] R617,R329.2 [xikirEmE] A [ XE=4HS] 1674-7445 (2024 ) 01-0006-06

DOL: 10.3969/].issn.1674-7445.2023161

FETH: ERARPEEESH FIE (82270783)

fEHBAL: 510641 T, AEpgBR T RSB (X ) 5 M ERKEMIE RE ARER (] HREEEREIIRR ) BRARE
(X5, skefm. PV 4)

fEZ TS . XF (ORCID 0009-0004-3234-4630) , i+, WFFT 7 I AFH%RE, Email: liugi000814@163.com

EEEE : PV 4 (ORCID 0000-0002-7296-316X ) , {4, #dz, #7570 WAL, Email: sungiquan@gdph.org.cn


https://doi.org/10.3969/j.issn.1674-7445.2023161
https://doi.org/10.3969/j.issn.1674-7445.2023161
https://doi.org/10.3969/j.issn.1674-7445.2023161
mailto:liuqi000814@163.com
mailto:sunqiquan@gdph.org.cn

LR

XFr S I ol o - PP 45 D R OGBS 2 - 41 -

Research progress on association between macrophages and ischemia-reperfusion injury Liu Qi", Zhang Yannan,

Sun Qiquan. "School of Medicine, South China University of Technology, Guangzhou 510641, China

Corresponding author: Sun Qiquan, Email: sunqiquan@gdph.org.cn

[ Abstract ] Ischemia-reperfusion injury (IRI) is an extremely complicated pathophysiological process, which may

occur during the process of myocardial infarction, stroke, organ transplantation and temporary interruption of blood flow

during surgery, etc. As key molecules of immune system, macrophages play a vital role in the pathogenesis of IRI. M1

macrophages are pro-inflammatory cells and participate in the elimination of pathogens. M2 macrophages exert anti-

inflammatory effect and participate in tissue repair and remodeling and extracellular matrix remodeling. The balance

between macrophage phenotypes is of significance for the outcome and treatment of IRI. This article reviewed the role of

macrophages in IRI, including the balance between M1/M2 macrophage phenotype, the mechanism of infiltration and

recruitment into different ischemic tissues. In addition, the potential therapeutic strategies of targeting macrophages during

IRI were also discussed, aiming to provide reference for alleviating IRI and promoting tissue repair.
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