2025 4 1 /4 o L B AR January, 2025
¥35% S CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 35 No. 1

PR BT RS, AF. YO AE T E NS ALE T B BUR [T]. o B HR R 22 i, 2025, 35(1) ¢ 139-146.
Peng JH, Liang RN, Song X, et al. Current research status of ferroptosis in endometriosis [ J]. Chin J Comp Med, 2025, 35
(1) 139-146.

doi; 10.3969/].issn.1671-7856. 2025. 01. 014

BRAE T 7+ 5 IR 5 A 0E H i A 58 AR
wER EmT, R £, F.H OB, FAHART
(LR K2, FE  330004)

[WE] T ENEFAAE (endometriosis, EMs ) i 42 BR 20 M Ad B I 1) 3 WPk ik, I 4EK  BRIET-4E

— PP A AR PR T 2 TR EMs BFE 28 H o 7RSSR LR D7 T, BRAE T A Rl 30 T HES)
YR 5L EMs MLF2edt , [R5 i R 45 2 2515 5 38 B A0 p38 22 24 JRL i 1k 2 1 3 ( p38 mitogen-activated protein
kinase ,p38 MAPK) /{5 55 5T Mi% £ 15 T 6 (signal transducer and activator of transcription 6,STAT6) , fig i
A8 AR B, E WSS, TR 17 i . FEARZR IR F BRAE TS I iG & & AR BL 0 RE, WE PR IRAFRE ), 2
W7 T, BRAE T A O I R ik o EMs 19 L2 WS it T I TE AR S, A R o3 B A A 14 BoA B
BRI PRI BB, VYT RN -, Erastin SF3E RARLE W) S P I RERIR NI 5 RGERRILEY), e
HIETERIRITROR , WT 2 EMs (0% BEIERE AR OCHE IR o P, AR SOl i 2538 BRAE T EMs AR AL A2
()& AZWrRG T i) 2 AR, AT A T ERAE TR RS ALAE R DGR E T IR R HAE 2 ibr ik
FNAYTHE SRS 7, EMs (948 BRER (L8 0 30 SR RING YT R

[RER]  BRIET T8 WIS ALAE ; &L

[FES>ZES] R-33 [ xEktRIREG] A [ XEHS] 1671-7856 (2025) 01-0139-08

Current research status of ferroptosis in endometriosis

PENG Jiahua, LIANG Ruining, SONG Xin, SUN Yu, JIAN Hui®, LUO Xiaoquan "
(Jiangxi University of Chinese Medicine, Nanchang 330004, China)

[ Abstract ] Endometriosis presents a common challenge in global women’ s health. Ferroptosis, as an
emerging form of regulated cell death, has recently attracted attention in relation to endometriosis. In terms of disease
mechanisms, ferroptosis drives ovarian endometrial fibrosis via the induction of iron overload, and promotes disease
progression by regulating multiple signaling pathways, such as p38 mitogen-activated protein kinase/signal transducer
and activator of transcription 6 ( p38MAPK/STAT6 ), promote angiogenesis, autophagy, etc, fueling disease
progression. In terms of infertility, ferroptosis affects embryo development and ovarian function, thereby reducing

fertility. From a diagnostic perspective, high expression of ferroptosis-related genes provides potential biomarkers for
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the early diagnosis of endometriosis, effectively distinguishing patients from healthy individuals, and showing

important clinical value. In terms of treatment strategies, non-natural compounds such as Erastin, as well as natural

compounds such as resveratrol, ursolic acid, and baicalein, have shown potential therapeutic effects in relieving the

pathological process and related symptoms of endometriosis. This review comprehensively elucidates the key role of

ferroptosis in endometriosis in terms of the disease mechanisms, infertility, diagnosis, and treatment, and explores its

potential as a diagnostic biomarker and therapeutic target, thus providing new theoretical support and treatment

strategies for the management of endometriosis.
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Figure 1 Mechanisms underlying ferroptosis cell death in EMs
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Figure 2 Role of ferroptosis in EMs
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