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Research advances in the role and mechanism of cell ferroptosis in

obstetrical and gynecological diseases
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[ Abstract] Ferroptosis is a novel form of iron—dependent non—apoptotic programmed cell death characterized by iron metabolic disor-
ders, redox disorders, and lipid peroxidation, and it is regulated by a variety of genes. In recent years, studies have confirmed that fer-
roptosis is closely associated with the injury of multiple organs and plays a crucial role in disease progression and therapeutic
response; however, its impact on obstetrical and gynecological diseases remains unclear, with a limited number of studies. Therefore,
this article reviews the key evidence of ferroptosis in common obstetrical and gynecological diseases , specific signaling pathways
involved , and the mechanism of ferroptosis in these diseases , in order to provide new insights into the prevention and treatment of
obstetrical and gynecological diseases and identify new therapeutic targets and strategies.
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motif protein 15/tripartite motif containing protein 72/a disinteg-
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IR IZ AN AR Y O-GleNAc 1B i 26534948 PFrdA%, 7
O-GleNAc & i REE I8 2 Bk i 20 Ir 75 0106 57 T2 Al 46 s
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BT B AR ZH Bk DG 1 KT 2, & Sk G Z2 4T
DL 98 Nef2/1ll 21 2 I 40 - 1 (heme oxygenase—1, HO-
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IK - FEAR , 5 25 11 34 B (AK strain transforming, Akt)/Nrf2/
GPX4 I8 5 HH 56 (4 75 11 Nrf2  GPX4 2538 3k YA Fit FH ™, g
A5 R AT AKUNH2/GPX4 58 J% 304 2R FE 3R Y7 GDM
141 35 245 P 488 b 1 PRAR % -
223 HRIETIHSPTB  FL= AR 4T 4R 37 A LA AT B 85
AL A E 4R, 7T MR e R A LR R R A IR
JEC LB A R YR B L BT RRGERR ) SPTB, o5 77
BB 65%~70%"", SPTB # A Hy J th Z Fp LA 51 1Y 25 &
A, S EALFR R YL B R AT | MG R B o BRI A 1%
S R 2 2, O IR, 59ROl T BRI Pk . B, I
PR b 187 AN A3 PR IR OO0 20 T ) G T I PRI T SR o

Wang BB 2573 1 %f MR 7= i 443 15 1 SR B 4l i 2E K
S0 FH A0 I RNA I (se—RNA-seq) 43 #7 , & 35 /& H 5
PRI UG A S MR AE T {5 5 300 I 7 3 B 38 3% 200l 400t 1)
N TR 4B R A R R T X B R MR P S T A
Ko M= N I (intraventricular hemorrhage , IVH) &7 L
RIRAFET R B e T IVH R )L K sk 3R w5
RNA (IncRNA) . miRNA F1 mRNA B33k, ShE /> B s,
IVH 57 JL 22 5 335 RNAs 5B T | Il 21 2 A Qi A e i 12
INE (A bk L% 2 L35 F R T 38 S iy ) A 5%, Chen CL AR
FAN& 24 (lipopolysaccharide , LPS )75 5 Y- 5L 7 /N BB SR 4G 1)
BRFE T 1 57 ferrostatin—1 X . 7= i 42 31 7E L & BH ferro-
statin—1 B 1 P03 G B K B0 T FNRR R 48 8 Sl 3 k) B 7=, 151
B 2P A AR LIS 497 , 300 B P B3 T —IOH 1R T R .
WEoE 2B, 3 3k A ZE FI B o T 3 B (proteasome subunit
alpha type-3, PSMA-3) i JZ X RNAI (PSMA-3 antisense
RNA 1,PSMA3-AS1) fgil i 5 A% 37 2 40 i b miR-224-3p
AHEAE T 98 NRF2 At 2 3G 56 I 400 150 A% 57 )2 40 i ) %
FeT, Il B & P F O Beharier O 28CY i3 WF 58 &
R SEIETAF 54 5%, A GPX4Cl A T4 2 IR i
Al ALY AL TR MR BT ) 25 T 30U A 77 40 A
/N BRUT U 14 R AE T 45045 , 1] 94 i 8 PLA2G6 (phospholipase
a2 group vi, PLA2G6) REW 4% 1A 41 GPX4 1 il st P 4/ B2
ARG T RIRIET X R E PLA2G6 $IL AT /8 AN
WA NG FEAR FE RS T ML) UL A
224 BRFETIHSA ERE, 4 UR <28 JE H G LK BT &
<1 000 g i Z¢ IR AEUR PR Ry SA , L P 36 A AR AT IR, SA
e UL AT iR S, T R R 1A R R B R . H
AT R B GRE MR i | Lo P A B A 454 S 3 LA
B 53 b S8 R B SA DU B, Y RiIRYT EEARE
JL9 R HEAT g DR A AT FRVRYT S (HY
DG T SA LR HIL I 0t 5% i A R A B Ji8 | AR AT 7 i
—HW5E .

WFoE W, LPS RE 55 W 5% 4 L 4 E T2 01 15 i HMGB1
HIACSLA BYZEI5 , M| ACSL4 235 BE(l HMGB1/ACSLA4 18
BTG G LPS 5 IR BE T, [ It , 7% JE HMGB1/ACSL4

W25 LPS 55 (1918 5% 2 40 ML kA0 T ] il g #0 10) 35 T T B
SABAYT Tk o Bai RX AFH ol A Sl AR SA [ A AR
B 27 Ji DR 28 1 0 O 114 WG R S AR AR 0 iR S L B L
R, SA UL K 8 E % B RNAH19 76 mRNA Fl 8 1 K F
B IE H AL A T AR, LB K A0 R -2 3 R (B—cell
lymphoma 2, Bel-2) \GPX4 [ 3A 5 HI19 171k B IEMC,
PRLHA TR H19 BE T 4134 72 40 ML P Bel-2 71 GPX4 1
5, R BEERFE TS, 1S SA, 33X 4 SA 1 & 9 ALl F 3G 97
PRALH A DL . B R R IR B AR (432 2 (eryptochrome 2,
CRY2)JE45 REME RS2 W AN 22 A X SO i) — Fh 32445, 7
AR BB K% A SR ™ (unexplained recurrent spontane-
ous abortion, URSA) A I , % 37 2 AU ML S A 1 R 28 LY -
[] 5t %% 1k, (epithelial-mesenchymal transition , EMT) 5Z i 2 [i]
FEAEH V) OCHK , Li F AR BUAE URSA S B2 CRY2
A4 223K AN, 107 ferrostatin— 1 A8 80555 T CRY2 13 k5|
A IR AN FE T AN EMT ], 20 CRY 2 76 38 o e 1 4
JUERAET S EMT FIIEFEBE J) E7E SA h 455 H2AEH .
22.5 FRFTHFGR  FGRIZHEAGTHIG LK (estimated
fetal weight, EFW )i [l (abdominal circumference , AC) /N T
ZRIB R BTRES 10 T A0 00 A AR L, H T M i ASHER Wi L
TEENERRAREE T WAL K FGR 525 Lk H
BN, 45 R X FGR T TR AL RS BIL, & i st &
Kot LI RAE S mA RS R, HAT, FOR 1Y & Ll
N SR (B NE AR 2R NN =B NN B 93 i v (1]
R B X FGR MG Y7 WA XS A B, 222k 11 IR BT &) DE Ak
N7V B BOOER B R (HEA T8 PR BRI T TR,

Zhang Q ZEISSIG P, GDM B 1 iR 4 S s A A i as
A=l (glucose transporter 1, GLUT] ) 23k T e e T
G, Halad W58 3R WA GLUT1 RETH Y AMPK/ 2, I 4l i A 2 1L
it} (acetyl-CoA carboxylase , ACC) 415 A4 g S5z A 35 WA 1 Jom Jsi]
WEFRE AT, IR UE S GDM MM FGR, 3% 4 FGR Y.
T AT PR AR A NI TR AU A (bisphe-
nol A, BPA)7E Tl b Bl oK 5 1 SR 0k 1 i A1 A S i 45
EE, B UEE & I A YR ) ] %2 5% T BPA 2 S BUFGR.
Sun YN 25138 13 )i FH BPA 355 /N BUEE 57 FGR AR AY | 4 BL7E
FGR G &Pt BL T 20 M N BRAR R B ek 43 7 2 5L RIG i
AR, AT BRSBTS, LIRSS W], BPA filiE i
G2 YAP (W335, ATTHE s oo R I RIE T, il
B (1-nitropyrene, 1-NP) & —F | VZ A7 7E AR B2 15 e ), BE
SEREB, 5IE FGR. Yu SP 4558 i B 58 8 14K 5E
T2 1-NPiF IR A I RERE G- S B FGR I 2N R, I
FIWT T 1-NPadf_EJRANE 63K P4501B 1AM 5 155
fif} (cytochrome p450 family 1 subfamily b member 1/extracellular
signal-regulated kinase, CYPIBI/ERK) & 5 1 %55 S 20 T
S FGR /Y BAAHLE] o X #E 4 FGR B3 R H2 At 18 19 WL
fife, IR T RS Py R AR SR R R BT LA

BARBRIET 5 107 BRI AR DCIE I AR WK 1.
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PRI 44 B SRR I R B WFFEAR A TR 1/ TSR 275 3k
R MEIDEIIREAR S Bl R R 1 B RE BE ik % P EE AT MR AE TS, B POL; B IREREEAR . YAP RBETTIIRIN &+ [18,20,22]
CSE1LIE i ¥ Bz i 2 5 00 SUBURL 0 19 2R A8 T, 4t gl EI1 PR
FRYARIS (VAR 8 R R 5 A5 1) 78 5 1 40 e R4 o) 22k
T
B 0 it 2 1 KRR T A SE L I T R TR A N R s AR 41 i AR 1 K ek AIRFRaA [25,27]
KM SDC2 BEITRARAIET, 5 CC iy &k SDC2 B ARBET- I il 71
T A R BRAET I K AR AR A DA 18 ISR BB I TR AN E IR RS i NSUN2 [31-32]
B 0] & 97 O TR $8 A OC|EAE 5 NSUN2 R o T i
SLCTA1T T A1 SR B AE T, DI i fiebod 2 4
FE NI SFAE U5 H B WEANARAY IL-33/ST2 1] T EMT s (R FET -, fi Y A IL-33-Ab HHT1HS [36-37]
TE NS LAE (4 HE R B AR AR BE 5 BRAE T, I T I erastin J B T4
B PN BRSNS A R RS
EZ L2 S g IR SL R SRC T REE: PCOS SR B A kA0 T Y T B ;¥ ARG AP SRC LY C M [40-42]
1, A B A PCOS BT HI5  LYC REM I 2R AE T, 2 it ATR
PCOS; ATR A il J5URL 41 T 4 SE 1, T BES2: 45 24 PCOS 1Y
— R YT
BRI MLL1 BEALHENG B F2 2 RFE TR N PESEAR IR E 155 Zh¥ I IRFEA . QCT .Caspase—6 &% O- [44-47]
e 1) QCT REVE Y 1 HE Bk LT S0 PE 4IH P4 2 ROS 7= 41l GleNAc
AP 38405 5 Caspase—6 RE il BRFE T, 03 PE AY AR K
WL YR Jay ;s TH i O-GleNAc 184 BE S I8 4 2k i 35 BT ids 19
WEFR AT, B PE
T WR R PR ADPN REGE 3 2 IEERPE T, 3% GDM G A5 45407 GDM - 3h) IR IRAEA  ADPN MIFCZ8E 252515 [51-54]
SBE T FLREE A VR A AR SR it 2
T LA S A N 3, SR T 3 GDM ;A7 2 11 11
HFET A BN BRI T IEYT GDM HIR L 25
Ep iy PSMA3-AS1 e N NRE2 #4322 AN R8s JGIREEAS  PFET-#DI7] . PSMA3-  [60-61]
T, NI B &Pk 57 5 AR 6 PLA2G6 REVRFRRIET ™, AS1 K R H PLA2G6
X R R PLA2G6 18 [) YA 7 5 SCAN W B 104 e 28 0 4 4
HET L L7
AR HMGBI/ACSLA %12 5 LPS i3 M 5% )2 AR SE T 0 B I IRFEAS (40 fif BREET A5 [63-65]
SR ] BT B SA MR YT 5 DLER H19 BE R IR 572
it v Bel-2 i GPX4 i3k, MR E R FE T, 51/ SA
BRBE TG R 08 T CRY2 i 3k 5 A9 74 55 41 i
FRAET-HIEMT 4 i
5L 7R GLUT1 AEMNRI 2 % 2950 T, FH12E 5 GDM MK AY FGR; ) AT HRIET 7 [68-70]
Y AP/TAZ 38 % figiai i H W2 1 BPA 5 S A9 RRIET s B T
1-NPi# i |4 P4501B1/CYP1B1/ERK 15518 J& 175 S 4 E
1251 FGR A ELAARBLH]
R T B AR S 4 AR AT AN [R5 , A% O MR ML AS
3 INEERE St M, B FAEGR SPICT AL NER L, FECC

VEAESE | B XK SE TR I AR NR A HLAE 10 Rl
9o TP I P T B AL TR A 5 S T R A 2 i DG T AR Sk
POL.EC.CC.PCOS .PE .SA %58 WA/~ BH. h A Fe T 1Y 3¢
SR e R S SCERBE T A B T A DG A L
HlHEAT T 2Rk

FIAT, 5 8RFE TR DG Y A0 LT 3222 LPO 48 Ak it Jt

HfE BRI Rk, ZEAN [ U (1) 14 22 B v Ji s e b, B
ST E A BRI T 00 A i AR A I 7 0 — 2 o e
HEJ 73 B FC e PROE A B A bk o AR SCHE T4 i S5 BRat T
AR STHROT V& 1A , e B Hh 5 Jf g 75 T A S A BF S A1 AR
113 75 B A A LB k4 22 D BRI 5T, i R A S AT 52
B HATAR] 28 R JRy BRAE , T8 e 25 SIE48 1] ek PR 2 £ 13
TH5 PR, ARARATI G 4 BE— 25 TR SR I R A AR 690
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TF e S 4L 1 250, FF BRAR T PR WG 11 22 2k oA b
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FrRvT o R, H R ROISR ERIE T 5 107 B Y 14 UF
S, LIS NAAE S | R AT 220 5 T S0k A P R R SE T Y
B KA T, (AT 58 S B Ba I 1, S BRAE T4 ) 500 9 I 2% )
FHAR A S A4 PR RN SR LR , by 8017 B Y By i 4 it 5
22 A5 R SR

FlsEMZR PSS AR oh e

EE B BT AT SRR SOk 3R 5 e KL
RIS 0T L SCHIRRE A 5 R HIAE I8 S0 2R -
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