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Advances in immune-inflammatory mechanisms and clinical translation
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Abstract

Coronary atherosclerotic heart disease (CHD) is the leading cause of cardiovascular mortality
worldwide, with atherosclerosis as its pathological core. Recent studies have revealed that
inflammatory responses are involved throughout the process of atherosclerosis development, making
targeted modulation of immune -inflammatory reactions a promising new approach for future CHD
prevention and treatment. This review aims to explore the pivotal role of immune - inflammatory
responses in CHD. By integrating the metabolic inflammation hypothesis, we summarize current
research advances in immune - inflammatory intervention strategies for CHD, including anti -
inflammatory drugs (such as colchicine), targeted blockade of pro-inflammatory factors (exemplified
by canakinumab), and immunomodulatory therapies. Additionally, we discuss their translational
potential for the treatment of CHD progression and post-myocardial infarction ventricular remodeling.
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o TL-6 55 48 i PR -9 &, BK 3l b 1 b 20 1 5 0% 4
JE 524 X0 JULZH 2 e il A ) 7 R B A
1.4 OHEEMHRBERERE 7E0NEER R
W, B 0 R R R R . — T
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A e U/ I D R i, 3 i 2T A R R PR R PR T
AS 1R Y, 2019 4F COLCOT i 56 45 1 &
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IL-6 43 s Jf b 9 TL-10, £ 470 UL 2y 68 IF: 41 i 2F 4k
£, BEAh , Maresin , — B XUIR 55 265 4 2 o 16T IV
85 KR L4 38 1o 0 S A g BT A 4 RE R (an
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ASSAIL-MI
BROCH, et al.™

PEAR F1 410 A 2R -6 32 PR i 50l FE 2k
B STEMIC LR R A 7 3%
PP Ak % 5 2 BT I A1 v 0 IOk 36 e i
A XU CH2 4 B I ) S8 A R JE A s
WIT R,

RESCUE-CKD
RIDKER, et al. ™

AR 2320 Horh 5.5% MIRI7 AR KR T BC I 1 | 1 22 B85
K 7.1%(HR=0.77;95% CI:0.61~0.96 ; log-rank £ 5 P=0.02),
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M T 2RI, 1232 150 mg K A B PUIRTT Y B & AR A RO 14 5
8 18 XU B ARG 1596 (3 97 41 A 100 A BEAE 3.86 i) v.s 28 B 4145 100 A
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PR D) o SR, DU AR M 5] B A S 17 I8 e XU
BEOmey i, B AR Z X E MR R, R
BRGNP BRI S R U (15%6) , {45
W0 R AN [A) 2 40 97 % 25 5 38K AU hs-CRP 5 3%
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