Med J Chin PLA, Vol. 46, No. 12, December, 2021

AMPKYE U L - 4EAXRE 52 B o B AR R I ATL 0 50 2 P

1239

EZRE, #b, B, BLE

BB N R B O i A8 AR /A Qi S A S M8 i i e 4 BT S0 %, UL 430060

(EE] O GEAIE AL A RO E e 20 T p L R B 7, 26 E Sl IR 25 T 4Etb i
KR E . IR BRTG AL I (AMPK) & — I E AR N T2 0 A i) = RIA R S, BERRMRERTT G, W IR N2 Fh
AR IO 1 2 B A5 3 5 ) DT 0 AMPR S WLEF EAL AR OG5 5l i R 25 AR L2 W), SRR 3 70 WLET A 2 2R
B B A . T IAMPKAS 5 il O D LEF SRR B BG E  T— BT R B . I OCERIR T AMPRAE Z B0 LA ZEfE
ARSCHA P A VE T BT RERLH , BE— BT T S UM S Sl A A EL R MR, XS = Rhilf PR FH 25905 AMPK (]
RERRIEATINE, BTG AMPKAE L WLEFAEAL - VR AR 1 ARG Y 7 19 ] RETE .

[REIA] Ok, BRTRRIEE MET; (55886, 9WIE)T
[FESES] Rs414 [XHFRERD] A [XEHE] 0577-7402(2021)12-1239-06
[DOI]  10.11855/j.issn.0577-7402.2021.12.11

Research progress on the role and mechanism of AMPK in myocardial fibrosis-related diseases
Li Chen-Fei, Fan Di, Yang Zheng, Tang (li-Zhu*

Department of Cardiology, Renmin Hospital of Wuhan University/Hubei Key Laboratory of Metabolic and Chronic Diseases, Wuhan
430060, China

"Corresponding author, E-mail: qztang@whu.edu.cn

This work was supported by the National Natural Science Foundation of China (81900219, 81530012, 81800216)

[Abstract] Myocardial fibrosis is a common pathological process from various cardiovascular diseases to heart failure, and
multiple signal pathways are jointly involved in the development and progression of myocardial fibrosis. AMP-activated protein
kinase (AMPK) is a trimer complex widely distributed in human body, which is a central regulator of energy homeostasis involving
the regulation of various metabolic responses and signaling pathways in vivo. AMPK interacts with the network of signal pathways
related to myocardial fibrosis and jointly mediates the complex pathophysiological changes of myocardial fibrosis. Intervention
of AMPK signal pathway provides a new therapeutic idea for the prevention and treatment of myocardial fibrosis. This paper
summarizes the role and possible mechanisms of AMPK in different diseases related to cardiac fibrosis. The mutual effects of AMPK
in several signaling pathways is also discussed; then further talks about the potential correlations between three kinds of commonly
used clinical drugs and AMPK aiming to provide a new idea for the clinical treatment of myocardial fibrosis.
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