452 Medical Science Journal of Central South China,September 2019, Vol. 47 ,No. 5

DOI:10. 15972/j. enki. 43-1509/r. 2019. 05. 002
Apelin/APJ Z 56O i 45 58 vh i 2k B S5  BiLE

FHFE, g
(1. Fe KFEHEFRE EDFH R, #E #E 421001,
2. FINAFE—WBER, & %I 518000)

W E. Apelin/AP] AR EARMR P oA T2 B AplfFr bR I RAREABEETZNANFTRAE
© LA AN B AT S A B LA VR R R B N R S A R VSMC R A 2k e 3 58 o A AR F R A IR
FHRERPFHEETERZANTHIR, AL HRBHERL FoE SHEB SPRE CHEFRAFSH LT RERR
R A KR, AT Apelin/AP] R4S f B R R F 09 AT JREEAE R AT T 4Rk,

KR Apeling APJ; ZmfRdgih; A FIRBARL

FESE S R36 SCERARIRAD : A

The physiological and pathological roles of Apelin/APJ system
in cardiovascular diseases

LI Lifang'*, XIAO Jianhua'
(1. Institute of Pathogenic Biology, Hengyang Medical College, University of South China,
Hengyang 421001 ,Hunan, China; 2. the First Affiliated Hospital of Shenzhen University ,
Shenzhen 518000 |, Guangdong, China)

Abstract: Apelin/APJ system is widely distributed in human tissues and exerts important biological effects through
autocrine and paracrine signal pathways. It has important biological functions such as regulating vasomotor, positive muscle
function, regulating vascular endothelial function, stimulating VSMC phenotype transformation and proliferation function,
promoting angiogenesis, regulating fluid balance. Apelin/APJ system plays a key role in the development of
atherosclerosis, hypertension, heart failure, myocardial infarction, atrial fibrillation and other cardiovascular diseases. In

this paper, the physiological and pathological effects of Apelin/APJ system in cardiovascular diseases were reviewed.
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