CN 43-1262/R " [E Sl ikl 244 & 2024 4F55 32 455 3 257

AICHIM: T B, e, P, S5 BRI BRI T S SRk AEREAL[ )], RISk LR, 2024, 32(3) ; 257-262.

DOI; 10.20039/j. cnki. 1007-3949.2024. 03. 010.

[XEHS] 1007-3949 (2024 )32-03-0257-06

- X%

5%

B 2RIk AE T 5 S bk st AERE AL

F ', BRE, FEB, BEEL?, B, BERR'?
1. EBERAAEFELELRT BREFRALRFSERFHAT, ) GAKT 541199,
2 MR EF R R B IR MR ARSI E & AR T 422800

[ E] FIRBERNLESFChFTRRIBREILS SR ChTRRBRMARLFALRTHIZRA,
BRI R — A B FARBEERA T H R Mt =4 X, 5 A A EMB FIndax, BEFRARLINE LWL
ST TR E AL R B+ EEWAER, T E om0k T & 8 2 sk B o4 4w i gk
TERATEN KE ARG E T @M BN, GR T EE MR TS5 SRR AL R, M
A B KB AE AL L A AU 69 B T ARARHT 69 s
[RgHE] Ew@it, 4T, IFRBERL,
[FEHES] R54

fg Rt AL, B
[ STERFRIRAD] A

Macrophage ferroptosis and atherosclerosis

WANG Qiong'?, FENG Amni'”?, YA Houdi'”, CHEN Yuhua'?*, ZHENG Biao'?, MO Zhongcheng'*

1. Guangxi Key Laboratory of Diabetes System Medicine & Department of Histology and Embryology, Guilin Medical Universi-
ty, Guilin, Guangxi 541199, China; 2. Guilin Medical College-Mingshun Pharmaceutical Joint Laboratory of Chronic Dis-
ease Control Research, Shaoyang, Hunan 422800, China

[ ABSTRACT ]

cause of human death worldwide.

Atherosclerosis is the pathological basis of a variety of cardiovascular diseases, which are still the leading
Ferroptosis is a kind of iron dependent non-apoptotic cell death mode, which is closely
related to various physiological mechanisms.  Recent studies have found that ferroptosis in macrophages plays an important
role in the occurrence and development of atherosclerosis.  Based on the imbalance of iron metabolism in macrophages,
this paper reviews the correlation between ferroptosis in macrophages and atherosclerosis in terms of the interaction between

ferroptosis in macrophages and lipid peroxidation, inflammation, oxidative stress, etc. , in order to provide new ideas for

the study of the pathogenesis of atherosclerosis.
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Figure 1. Mechanism of ferroptosis in macrophages
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