2018,
(5):527—530

34 i PR ML A 5 232
Journal of Clinical Cardiology (China)

PAR-2 XF F1 % 5 5 @9 -0 WL 8 1L/ P
PHE 7 55 (19 TF S D e
ZFE KR Fam

[RE] CUEEERIT 220N R EE IR Tz — et W E 80t  Buk ., [AHEER
ST A L 3R S0 1 s LR 3 L 515 0 JULBR I /P59 1 (ischemia/ reperfusion, T/RO$ 45 . O LR 10 B B 34036 Y B 1k
XU WU PR/ TR T Y BB F) 1 ke O OB 50 3 4 T, HC L AT 8 45 4 1l B B AMPPK-mTOR {5
538 P, DL E B B Bel-2-Beclin 1 558 A S M A MFE R VR B MEERRA L., HAMRIEZK 2
(protease activated receptor2, PAR-2) £ ifiL.Cr UL AH M /&5 BE 2235, 2 A WD LIFARIC Y Z —  Be 8 .35 3% I/R i
P HA DU . ALY BE . PAR-2 W RE i 3#07% AMPK & 42 ) i H R iiF mTOR 35 . T A
W B0 L P B B Ll o Bel-2 FIMBOE Beclin 1 %3k .15 5 AWML 9F BLAEW 114 Bel-2 mRNA %3k
KV ASCE PAR-2 X B WA 509 /R 805 W58 0k SR AT 45558

[X@iR] FEAMMIEZE 2; BB/ s AMPK-mTOR ; Bel-2-Beclin 1

doi: 10. 13201/j. issn. 1001-1439. 2018. 05. 023

[FESES] Ro41.4 [x#kFRERD] A

Research progress of PAR-2 in myocardial ischemia/reperfusion
injury mediated by autophagy

AN Junyu' HUANG Yan®

(*Gansu University of Chinese Medicine, Lanzhou, 730000, China;?Department of Cardiology,

LI Wanpeng®

People’s Hospital of Gansu)
Corresponding author: HUANG Yan,E-mail : Huangyanden@163. com

Summary Reperfusion is one of the most important methods in treatment of acute myocardial infartion,and
can significantly improve fatality and disability. However, it dose not prevent myocardium damaging in the early
stage of reperfusion,which leads to myocardial ischemia and reperfusion (I/R) injury. Autophagy plays a protective
role in myocardial ischemia phase but plays an opposite role in myocardial reperfusion phase. The underlying mech-
anism may be related to the signal pathway of AMPK-mTOR in ischemia phase and the signal pathway of Bcl-2-Be-
linl in reperfusion phase. Protease activated receptor2 (PAR-2) is highly expressed the cells of myocardial ischemi-

a. As one of the upstream markers of autophagy, PAR-2 may be able to significantly reduce the I/R injury and pro-
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tect myocardium. In myocardial ischemia, PAR-2 plays a protective role through activating the pathway of AMPK

and inhibiting the expression of downstream mTOR. During myocardial reperfusion,PAR-2 induces the autophagy

by activating the expression of Beclin 1 through the downregulation of Bel-2 and upregulates the expression of Bel-

2 mRNA. The research progress of PAR-2 in myocardial I/R injury mediated by autophagy is reviewed.
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