VIR BERIR= AR 20244F SB478% B4
Journal of Southwest Medical University Vol.47 No.4 2024

355

IAMRAE R OB O AR T FE B R A
HIAF SR gt R

FHELLHEGE ORLF B

2 590

Wosm fh W FAR

LSRR HIBGEEERE O AR 130033) 52, TR FR EEEAT (A& 130033)
3. RE IR H A B ER DB N RH AR 131100)

(# ZE] CINEARNZHH (epicardial adipose tissue , EAT) {EATRRTE O A R NHERREGEE , ERGIESE 5172/ OIME BRI A 2K e
PR, RS2 B TSR RIS, TEREEEOLT , BB MR R KT LRI+ B0 R S R A LI A Il
PO BSOS, B O 45 FE AR DHREEE RS . ASCRAET EAT 5055 B C A i EAT MRS A (30 0P A
FRHR AR A S5 I BOR TS 12 R Ve R SO AT Tt i . M ELVAN T Sy sL SRS RIFF R RSBl X EAT AN
OB DU K Cps ERIHI BRI — 23R , LA A IR RS LRI R A R R SR 255

[883R] OIMESNTHLR 3 O OAIRE 3 DS F
[FESZES] R541.7+5 XERFRERD A

DOI:10.3969/j.issn.2096-3351.2024.04.016

Advances in the role of epicardial fat in atrial cardiomyopathy and
atrial remodeling

LI Zixt! ,GU Jiaru',GUO Zhen?,LI Ying’ ,XIA Xue',LIU Bin' reviewing SUN Huan' checking
1.Department of Cardiology , China—Japan Union Hospital of Jilin University , Changchun 130033, China;2.Norman Bethune Health
Science Center of Jilin University , Changchun 130033, China; 3.Department of Cardiology , Qianguoros Mongolian

Autonomous County Hospital ,Songyuan 131100, China

[Abstract] Epicardial adipose tissue (EAT), a visceral fat depot deposited around the heart , has been proved to be closely asso-

ciated with the development of many cardiovascular diseases , thus garnering growing attention. Under pathological conditions, it acts on

the adjacent myocardium through pathological mechanisms such as paracrine pro—inflammatory and pro—fibrotic adipokines , direct infil-

tration, and oxidative stress to induce myocardial remodeling, including atrial structural, electrophysiological , and functional remodel-

ing. This article focused on the relationship between EAT and atrial remodeling, by exploring the anatomical features of EAT, the patho-

physiological mechanisms that promote atrial remodeling, the available technical methods of imaging measurements, the roles and sig-

nificance of clinical assessment, and effective interventions. Besides, the latest results of animal experiments and clinical studies were

summarized to provide an overview of the association between EAT and atrial cardiomyopathy and atrial remodeling , with a view to pro-

viding a reference for future related mechanism studies and clinical exploration.
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Table 1 Generalization of studies on pathophysiological mechanisms related to EAT
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