EAECIN A K S S IR KEF X Vol.1 No. 1
2024 4F 11 A Journal of Integrated Traditional Chinese and Western Medicine on Chronic Diseases Nov. 2024

SRIE T TE AL IR D E A& R AL i Fp B9 R 3T 3 R

IR, T—% RS, REN, ZAE, B, EE AT,
NFER, EFFE, B

(LATHEHRF, T KA 110847;2. L THFEHRFWBER LT WHE 110032;
REERAEWES —EK,ITT A 11000054, 70 470 X AF 0 T AR, 5T LM 110027)

OB AR YL ) R — AR R M 5 BUR IR B4 ) 2R T e ks, o F A ETE
REAE R AT E R @Y, L, AT —FF X mietThud, 5NV EG X R TR T 2R,
ST R — APV U E RS R B A s e i st T X, 5 LY R 9 KR ALE B K B, A AT B
T A BARR M AT FRBEM Y L EPRETEHERN, FHAAKBEFERENRE, AR
System Xc—/GSH/GPX4 4 F= NADPH/FSP1/CoQ10 i@ #4-Z 8] 48 ZAF ] , 5 T 48 4m L 19 BACIE R -5 Ao b7 125 it 4
AP R AR KA R . SLI, WU R B IE S R B4R A5 5 LY I 69 48 R BK, VA BRI R IR XTI Y i 64 % vy L R
ZAL, BRI TR T AN E P AR AR AT R R E Bt — S IR kB T A AR A
18 LY S5 R I 0 38 97 o8 Fe T BR 2t T IR 364 2 b Sk sh e SR A

KRR 4k 5T T WL I AR R AL AF R SR

FE S R274.9, R685 XRKPRESES : A XEHES: 2097-5031(2024)01-0085-07

Research Progress of Ferroptosis in the Pathogenesis of Sarcopenia

SHEN Haoyuan', WANG Yipin®, ZHI Meng’, ZHANG Libo', WU Weifei', MENG Deye', LIU Shigi',
QIN Xuemeng’, LIU Yugiu', JIANG Yuping®, YANG Maowei’
(1.Liaoning University of Traditional Chinese Medicine, Shenyang 110847, Liaoning, China; 2.Affiliated Hospital of Liaoning University
of Traditional Chinese Medicine, Shenyang 110032, Liaoning, China; 3.First Affiliated Hospital of China Medical University, Shenyang
110000, Liaoning, China; 4.Dapan Central Health Center of Tiexi District of Shenyang, Shenyang 110027, Liaoning, China)

Abstract: Sarcopenia, an age—related condition characterized by the progressive decline in skeletal muscle quality
and strength, significantly impacts the health and quality of life of older individuals. Recently, the emergence of ferroptosis,
a novel form of cell death, has garnered widespread attention. Ferroptosis is a form of programmed cell death that relies on
iron and lipid peroxidation processes, closely associated with the development of sarcopenia. Disruptions in iron metabolism,
lipid peroxidation, amino acid imbalances, and other pathways are identified as significant contributors to sarcopenia onset.
Notably, the roles of iron overload, ROS accumulation, and the modulation of the System Xc—/GSH/GPX4 axis and NADPH/
FSP1/CoQ10 pathways are crucial in maintaining cellular redox balance and preventing lipid peroxidation. Additionally, the
connection between muscle mass reduction, weakness, sarcopenia, and the impact of chronic illnesses on sarcopenia cannot
be overlooked. This paper reviews the mechanism of ferroptosis in sarcopenia, emphasizing the need for further investigations
to identify key regulatory pathways of ferroptosis for the discovery of new therapeutic targets and effective intervention
strategies.
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