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Advances in the Mechanisms of Adipose Tissue Inflammation in Coronary Atherosclerosis
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[Abstract] Coronary atherosclerotic heart disease(CHD ) is one of the leading causes of death and
disability worldwide. In recent years, the notion that adipose tissue is not merely an energy storage organ
but also an active endocrine and immune organ, participating in the occurrence and development of
CHD through the secretion of various bioactive factors, has received increasing attention. This article
systematically reviews the role of inflammatory responses in specific fat depots such as epicardial adipose
tissue (EAT) and perivascular adipose tissue (PVAT) in the pathogenesis of CHD. It further explores the
key mechanisms by which the imbalance in inflammatory factor secretion, immune cell activation, and
related signaling pathways promote coronary atherosclerosis, and summarizes potential therapeutic targets
and clinical intervention strategies based on adipose tissue inflammation. Understanding the role of
adipose tissue inflammation in CHD is of great significance for the development of novel prevention and
treatment strategies.
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56 IR B Jok B B A AL 1 O 9 (coronary atherosclerotic
heart disease, CHD) AR 000, A& A BRYE N R Ik R 5 5E
T2 SR R O A B 2 — 1, LR BRI O B kR AR R AL,
(atherosclerosis, AS) , A2 g B A 575 5 i & B 2
JORE R NAR EAE MR ELS AR, W E N A, L
S 2 A AL . SOREN TR R A O ER . BEAR
T 560095 SEREAL I (R 75 2 B AR T 1ML A8 B J=) 50 1K) 4% i 200k
SRR, TEAE SRR R, 54 T O RO AM MR
el 2H4 (Epicardial Adipose Tissue, EAT) Fl I J& [ fig i
A2 (perivascular adipose tissue, PVAT) FE B4l i) fif 1] 2
S5, T F A BSE A S WA T BE IR SR R IR DT B, HLam 57

G3Uh LA 53U e P 43 b I8 A% 55 AT TR Lo LRI I 87 4R 2R3k AT
{55380, ORI AE . KB R TNE R IEE AT 20,
KISCEAE R A, KRB R G4 G i R SRR T8 O
PR AL S R, RIS G I R o AL S 3R R T
TR FEIR, DR N B 5 oo PR3 B A B R AN T R
HIIE T RS R ALK .

1 RERAZA R R EE 5 7 10k X BRI AL il

1.1 SORER b e SR AR T 2RE 5 B B fh %
DA

1.1.1 2 % -7 I Eow AL

ZHAR R AR T, IBIRBER - ¢ (tumor necrosis
factor- a , TNF- a ) jfiid TNFR1 2% 4 Mt NF- « B @,
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73 1« B a BERRAANZ SRR, { NF- x Bp65/p50 — 5k
AN, FRMEGREH 2 F-1 (VCAM-1) | i A
71 ACAM-1) KA EH-1 (MCP-1) K
LI, WERPAZAMS N AR 51T, X2k
FERE AL BT C @ B3 P RO, A A BN E-6

(interleukin-6,IL-6) T ¥IE I B IR M EE-15 54 5 e3¢
W& A 7 3 (Janus Kinase-Signal Transducer and Activator of
Transcription 3, JAK-STAT3) @, 55 EAT MiFEAEN
FKMm AR R A, R Bk i P U040 A

(Vascular Smooth Muscle Cell, VSMC) 5T, kil
B RRE BRI )

JIg s o e AR 6 R 7o, 3Rl I K 24K (Leptin
Receptor, LR) WFEARI S VSMC IEX, 1R R AEHE
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YENIEFEARF R I NG T, FEMLRE SRR R BURE T
Pk bR, AT I 0 R £ AR T AR SRR DR Rk b g
YRR (R A AR TR, [FR S R B2 ARG T 2

(Nuclear Factor Erythroid 2-related Factor 2, Nrf2) &
R RIS W R D Re s, 72 IR D 4 2R ¢ 0k 5 T R B ko
FEREAY, 22 18] & #5 B M A U210,

1.1.2 Hr A7 Il & R VR Rk e

52 % N FmBumE MR, BRI m s R+
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f8 Wi K7, W@ 04 NADPH 44k B 15 1 03 2D v 1 4

(reactive oxygen species, ROS) A= jl {2k fz B — 4 AL 5
4 C(endothelial nitric oxide synthase, eNOS) B b Bt I
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REEPL AS RN, T TR, MR ER-1 F AR
2H S I A B = A, R O R T R Ak B 1 B

(AMP-activated protein kinase, AMPK) /i %8 & W7l 4 1 B
W% 3244k 8 (peroxisome proliferator-activated receptor & ,
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Dyl 1, FEFLE R IR, CHD &35 IR 30 ko 2= B il g
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KT 5 e FioJs A% 7 2 R FE B A A DR R0,

1.2 G4 i G40 5 Th e S

fe Wi BB (adipose tissue macrophages, ATMs)
FERRITH L& Bl 3 I S g, FOE AP AR
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i) miR-145-5p 4@ it SELL-NF- x B 4fifniE M1 B4 AL &
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