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Abstract

Ovarian cancer is a malignant tumor with the highest rate of mortality in the female reproductive sys-
tem globally, however, and most patients are diagnosed at an advanced stage at first. The current treat-
ment strategy of tumor cytoreduction supplemented with platinum-based combination chemotherapy
is prone to drug resistance and relapse, necessitating the urgent need to develop new treatment options.
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Ferroptosis is a form of regulated cell death (RCD) discovered in recent years, and it is an iron-depend-
ent, non-apoptotic form of cell death process. Several existing studies have shown that ferroptosis is
associated with ovarian cancer. Therefore, this article reviews the mechanism of ferroptosis in ovar-
ian cancer, the role of inducers and inhibitors of ferroptosis in ovarian cancer, and the application of
ferroptosis in platinum-resistant ovarian cancer, with a view to providing new ideas and directions for
subsequent ovarian cancer treatment.
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1. ik

P S 2 AR A MR AE B R G T R A i ) — Bl R R, MR 35 R S 7E 2022 ESETT, O
H e T B M AU TR LR R R 58 A, AR AEIRTE 40~80 I 70%LL [1]. HR4E 2020 4
BRIGERE S RO T2 B4, O SRR A RO R 3.4%, TTAET 2N 4.7% [2].

AFDJER 1 fie 38 200 P9 K AR I3 DA S AR R SRR R I A A7 0ot A T O 08 265K F (O b e
T3], RERZHEFNBAENIT RN BRI, TAEIEAZMRCR), HHFZEHSER, MTRE
Wikt <lem #, SRR KLA 60%~70%; X TH KEG B2t 2R KL 80%~85%
(4]0 H RTEFXT BN S 40 25 R0 52 v JC SR A IR T 7k, BRI, BiiayT 7 Rk bl TR

BREE T2 — Pl LUIR B vd PR R L BB SR AN JOR DR RE 383 D e A0 4D 8 A4 5 P 1) 8 0 1k A B A T
(RCDYE, S5ZMERHRA R, EPMEGRTHRIE T ERIERES]. N T SEIAEK, Fubymgn i Kol
HEE R R R R, (R LR SR AR A RIS, s 0 B TR 45 ) 2 B AR T, RSB TR AR
ARG MR AN “EATEE 2 [6]. BRARHIARAL XS UR BRI A K . BRI A IR K m, Fitk, i
3 0 S A R AR R AR T AT e A2 BUvE O S TR T SRR 7]

BRAET HIR BN

2003 4F, Dolma 258 YR I — Rl AL A4 Erastin FLA fil % —Fh AR T R 0040 M 78 T3 FE A0 g
[8]. 2008 4F, Stockwell Z57ERF5T RSL3 1 RSL5 XF RAS Z4% [ Jihgg 41 i i/ F WLk, R 30 RSL3 H A
Y5 Erastin MCLIERIE, FF4R T X Ab AR T 2008 5 40 M T T A i R Bk A 1 SR A 4R B FE T [9]
2012 4, Dixon 5FA E IXIR HBRIET (ferroptosis) MR,  FF4E HBRAE T — MR AR (1 1 R T M 4 i
T 7, HAR SR R RS A (ROS LR, ‘B SAMBFE T AR A WEIEA . AL RS AL 22 AE
EANE], B ERLAR LR MR N, BT, TGO IR AR BB K SRS ], B AT S TR
FET LA B P 26 BRAR MR . BB FACE LS. System Xc -GSH-GPX4 fihiifi %41
il F1 NADPH-FSP1-CoQ10 J&# E i HLHI[10] [11].

2. BEBESHRIET
2.1. BRI THIEZHLH

2.1.1. SREBMAMAKERAR
BR(Fe) A& 4E KRR FL AN ek e P 0 5 e e 2, KR  LF i Al O 2 A A AR sh Bl B I8 7
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il b 2T 2 A 2 5N LS DNA & [12]. 8 B0 LS B2 s 1k A R R,

WP A RGUBAT SR . PUMBGEAT MR AR . MG PUE . MO M SRS . g ek is i
LA N EAE R B FIFAHES, LB 1. g N8k 35 B DLFE 8 5] A (transferrin, TF) A H .0y, TF
5 Fe G Ja IR 2R B 5244 1 (transferrin receptor 1, TFRIX4%, FH#EHE RN SN
TF-TFR1 E&W 3 NH AN « M 2kt v] DU R #2588 B 456 2k (non-transferrin bound iron, NTBI).
DAL 2T 25 1 A T% 3B S5 bk b 45 (1 B R 52 A4 SRR Bk it A7 B Bk B T S B 4 PR P Bk Bl 4 ia B
FIZRRLARER B 1 1A 2 AR R NERRL AR LAY Bh 40 MR, FE4 B Fe-S EATIMLALZR, 1M1 2 AR Ak UdE i
PR ARS8 P (LIP) AT A7 . At Mk th Bk L7 58 4 ke aa i th 2 A (ferroportin, FPN) SB[ 13].

FPN /& H # CAnmME— [ LA ek HE s A,  mTRe 40 Mo HE Bk o%kE, FPN IRZRIA AT S B0 HE H Ik
DA P Bk B N[ 14]
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Figure 1. Main mechanisms of ferroptosis

E 1. $RFETHEZENF

Basuli 255 U 5198 5 4G 41 L TICs) (RIBAL AS Y (R 1F 7 22 B, o 03 2 T O B9 (HG SO C) e 4143 11
PACH A T B G, BRRIN TER1 &30, 1 FPN (& ERRAR, XL b S 80p S 4
SV P9 PR T o TR A 40 P Ak 98/ T 7 A D AR U 5988 TICs 3B, 4k Py 410l i A K
R0 f T 200 e P R R PR (7] 04T ) 0 B RT BB I b Rk O S (R, EALE AT A &, B E
s 2 5 AR T 00 e 3 o 7 A S B ik, AT S AL S . P 0 S A O 2 A R 22 B Rk
68 PR O B R AR AL, TR IR Rt R L T BRRR B [15]. T A ESRARE S U R — e R
R, (ET SNBSS, BETRIRERSY, SHERFLMNAMIIE, FEFM M - RE
1t DNA Ha 5388 1, FrT G4k S0 1 F[16]. AT LARRSE RO BO fom o S R AE R RN E BN EZ —.
2.1.2. System Xc -GSH-GPX4 358 1=

R R - 2 &R % 7] #% 18 74 (cystine-glutamate antiporter, System Xc )J& — M AMKHH Na ) [ [71 5% 128 &
FA, BLL1 B E DR B IR s A B[R, R 2 R 1e Ak . System Xe iz T4 F, Hid
It RN S R RS SLCTATT (UFR xCT)FIE 4 % SLC3A2. SLCTALL &2 —F%
ISR 11, /5 System Xc HUHHZIEYE, 1M SLC3A2 /& —FheAPs AR (1, F TR SLCTALL B
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FOE AT EAL[17]. DR BRE T System X #E AU, 7E4H N S BEAR S ST R IR 2 iR . ~F
PRI 2 e H AR BRI, BRI F MR R A Z A ATP R 140 s R RS 2R -
2R 3% 12 1 (glutamate-cysteine ligase, GCL) F1 4+ Bt H Ik & B (GSS) 73 W5 25 & il 23 1Bt H JIK (glutathione,
GSH) [18]. &M H KL EALYEE 4 (Glutathione peroxidase 4, GPX4) & —F& il - M= IR ATAE, S HAE
FITRIME— OB GSH IR, & ME—— e 52 I v 1) g o S0 S8 A DA D S8 A R A ) 2 e I S Ak )
Big, 50K IE R At AR JFE N IR R EE[19]. GPX4 L SLEh WA fi B 06 75 0 S B AL ), FRAR4n i
PR R AN 23 I H KSR R T 52 GPX4 3, SRR S S MEAM BN R, AR
R, BRRMNR U A P nT 5 A a2 1 I S R SE(ROS), &5 FRRBE TR 2E[20]. O8I B 40
i e £ AR A AR ™ BRI R, 3 4] System X R 1 U 5157 B 40 e R S AR 21

pS3 SEAEIE N, — OB AR AN . U B AR KR T A DNA & B R IR i A KR R
[22]. 1H p53 tHAEE LA A6 IR R 2 s EH, pS3 TESF RIMIE h &5 RKAERAR, RIFRARM)
p53 AT eI A T AR SR R L DIRE[23]. p53 AT LAEL A System Xc (W2 55 W SLCTALL %%,
D R (5B, AT 75 3 e 8 44 i e A R BB T2 [24]

P 52 00 i DI /B8 32 i A 7o % ) SV DR S (HGSOC) AR TR B . 96% 1) HGSOC FELE p53 FE[A %8
A%, pS3 Hr It R IA 1 SN EEPE HGSOC MV TERT A, 1X B p53 Ji K S ARAE FL IR v 14 O S
RAREPEEZEN . AUF p53 ZEKRALK 5] /N R0 E R gk A T 4 ps3 KA Kras R
A R AEAE R, /N RS OR A b R 40 B A0 o g 4 [ 25

Erastin /& H T A A REFE T 75 350 i I — 2 — Pl SLCTALL T RUb &4 . AR
B, Erastin A Lif p53 JEKMEIE, Nl SCL7ALL KIRiL, MIMHIH] System Xc™, i SEIET- AL
[26]. PARP #IFIF% 7@ A% 48 (90| DNA &5 FIE St 1K i6 )7 BRCA ARG #w, ILRELL
p53 ML 7 A SLCTALL ik, il bk 0 IR 15 T A6 P GSH /K~F-, AT 75 BN S 4t ff
AERRIET[27]0

GPX4 M FL AN Hh itk — ] LA dsl/ b 44 it s P e g S0 B A P o S8 AL 0BG, A e R R AR Lo R
T o K, GPX4 VEHESA R RIE T > Thr &N, B3R RA0H] GPX4 i1k, Mg i
T EAAE IR B, BT S EIET I R A2 [28]. RSL3 & —Fh i () GPX4 f#17), ‘B He 5 GPX4
B G, AN ER A GSH /KT, {f GPX4 B E AL VRIS 1 k08, AT 75 S 40 f R AR R AE T2[29]
HAl GPX4 #7655 ML162. DPI 4k &4)(DPIs). FIN56 Al FINO,, 1, ML162 il DPIs thiBd
g6 AE GPX4 K%, FINS6 1] 555 GPX4 [k, FEARFEAEA A iR EE, FINO, ff [W#: K& GPX4,
I B AL TR B 7 [30]. Li Z50E80 7 GPX4 FNZH M A 42 K - 5 B0 55 508 2 it F 200 Bt 44 4 52 1E A
K, FFRIN GPX4 BRI Bt i o S8 R A S A S A A, 05 O S0 40 B b 1Y) GPX4, AT 390 o Sy
LT ERBE T () G, X R BT GPX4 A2 U HU 1 — MR RE A3 1],

R R & GSH A& R PRE Y, GSH /& GPX4 FUHIN 7R, A LLsEE #H] System Xc™-
/0 It A R 1 I B AR A N GSH /K, SEUIRPUS SRR R, wT AR GPX4, A% S48k
BT E[20]. Erastine TR WHIZ(BSO). RAAEE . M1 AL IE(SAS). T i BEHE A Z RS
AT BRI PN I SRR K T B S GSH FE35 512 GPX4 FI#mdl], MM SESET IR AE[32]. S5 RN
LU, O SE e RR 3 1D A U0 2 2 PR SR AN [ 28 > JOk U R 1) /K T B w33, T b AR DY S 400 i o 11 4 B R B
GSH 7K 72 167 G 5498 (1) — > S8 A

2.13. BEMRESHIELT
A, LR AMY AT LS System Xe &, 6 0] DLUEE BB AT A S . KR
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T BRI [F 2 R IR R B p-& IR (CBS) AL N Bk, AR Bk 78 It ARk - 22 i@ i (CSE)
ER N A BCE R RIR - Feimis = AR PR R IR A 50%H T 404 GSH & 5, Bt DU BiE 42 1T LA
IR R R N GSH [ &1 452k JET-[34]. Erastin FIEHIH] System Xc MM i SEIET K
Az, SEK Erastin {58 F I [A) AT 475 5 B9 S0 4 0 7 AR P BRFE T HOLME, AT P2 42X Erastin (TN 254 . AL
A] e ON S 40 M@ I % K T B2 AR [T 2(nuclear factor erythroid 2-related factor, Nrf2)#4 3¢ i #£ iR i&
TR RN CBS HVE T AL R SR PR R E IR, LLIRANH System X il BT 512 A R = IR Sk =
MIMT4ERF AL A GSH I & . Nrf2 Rtk 1, #) Nef2 JE[H,  m 3G g i 2k e T ) S &bk,
B RN LUE I iR R s R T, SRt T O SR TR B R [35].

2.1.4. AEMLHIEREXIER

BRARY AR SR AR U 7E R BT T I T R BB AR ELSE A, Bk B RT DL I SR s B B AL HLO, 2 R PR 5
H 3, {2 ROS =4, SRR AL, MIE SEIETI[36]. BB TRELUmL Rk RaEd &
FGHE AL P AL B (superoxide dismutase, SOD) A % (L S ¥ (catalase, CAT)K S5 ROS HIiEFRIIFE[37].

Ji S AR A= AR R TR I R A & GPX4 HJRY, Ml B AR Rt 2, S IEFER R GSH
1 GPX4, MTiEANMIIBHRE S TR, TS RAIET[38].

pS3 AL g U A SRR AT TS, AR L 2 N R R R AT LAIE I LOXs (5 4k it AT it A
B, T pS3 BeE LOX FEAEAEVUIGRR 12-8A & BE(ALOX12) LA AL T GPX4 T 1 40 i
FIERBETZ[39]. T4 BA K ALOX12 W] BE A rh 2k 58 1 1357 77 1401

2.2. B TRYIFE S SHIHIF

2.2.1. BETIESH

BB SRR LS A 0 AR, WA 1: 55— K2 System Xe #IfilF, FZ A&
2§%)°9: Erastin X HATAEY . RidE)e. BB ERENZALIE . Erastin 220 0055 7], H0H] B 1%
H[41]e B RIHE GPX4 #0l7), Hrr XA =K, FRELEMLEE GPX4, M GPX4 i,
DL RSL3. ML162. DPIs Af83, ML162/DP17 M0l RSL3; 3 K53 GPX4 B&f#, [FN#EuE4HEF Q10,
DL FINS6 NfRER[42]s 2 =K KIG GPX4, HAMWEL, LLFINO AARER. 5 = KA Sy s g i
AL, DAL AIIRAR AR, 2036 nT LR 25 8k, 5 3 e U S840 [43]. I RERES GSH, 1§54
eI A [44] . RS AT LE EHDH] System Xe B GPX4 WUFERAET- (/N 1, T8I 1Y 5 20 B o i Jod
AT FERIETI[45]. HIUREAHAE S/ S 58468045, DNA #ifh. THERRIASEZ DUIH~E
MEER, FHEER - BRABRIEREBE(GCL) IS T iz MR LA ZBSO)[46]. HZiY) NeF11, il
it TRIM25 /5 GPX4 7 AL FEfE, mFEvE R m A f47].

RAS-selective lethal 3 (RSL3)& —Fh & S [T 77, 4 Yang T 2008 1 R R I Hdn 44 10—
k&Y, IR RSL3 5l AN MRAE T4 0 1 3R HOm I SR ToAe, RISOE 1 8RAET2[9] [57]. RSL3
It GPX4 RIEVER, RSL3 B85 GPX4 HE45 6, f GPX4 M AL B iG 2R 0% , JH 20 i
ROS /K-FRIAT @ St (LIP)ACFE 0, (RN P Ak, A5 S A M Rk A2 8k FET2[29]. RSL3 Al E[FH A
B SR A A A R ) GPX4, IR 4R R AR IR T, AN PN GSH /KPR A AT LA 5E RSL3 1EF[49].

ZhrIEJE(Sorafenib) & —MEIET I 5], 23 HE & MMV E B R EFDAIHER IUMIBE 24, £
F T B e A0 FROIR s VR 97 (58]« AREC TR SRIA AR fidE JB i RAF-MEK-ERK 245 #% /9 Raf
BN EIIT S, R AR R LS SA0i e 4 ROS AR A, i SR 4L, 17 DFO
A1 Fer-1 ] DAAIHX — RS R A, TR, D2 R - A 2 BRI R B (GCL) I il 71 T il 2R At % (BSO)
AT DA 22 iz = JE Xt i 8 200 P 1 B PR A R (48]0 B mT 4R IT, R JE oF fie i 200 A 7= A= 1 40 e 75 EE 1)
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FERAR R THRIET . £ Matei HEAT (925 Lol PR 1036 A D28 iz AR JE Xt A PR AT AT 24 B SR pee A7 — i€ FY)
PUMR G VR ZEAS E, Chekerov 28 HIFEIH B BB & R B AR R HEAT 4R 5 IRTT, BRI BRIK & =R,
G 5 R o Rt R AR A SRS A A AR B 1R 3B R (590 DAE RS UE W 2R A3z A JE X B 5L 5
SR U0 AT BT R AHILEGRAE R B AR SR AR BB 170 SRR AW T, B U A AR e (RN BRAE
T2 T AAE OIS P IRIR YT BCR AT AR SR IO 78T B B o

Table 1. Main inducers and inhibitors of ferroptosis

= 1. BRIE T EEH T FANFI

ThRedLH HE) SH LR
System Xc #1515 Erastin, sorafenib, glutamate, SAS ~ [26] [32] [35] [48]
BEEHH] GPX4 1G5 1E RSL3, ML162, DPI7, DPIs [29] [30] [49]
%55 GPX4 BEfiR FIN56 [30]
AR 5 GPX4 iZ RILFEfR N6F11 [47]
VAl [B)4 18 GPX4 SiE IFE ALk FINO: [30]
AL . DNA Fid ik R R T4 Artemisinin [50] [51]
igsdi ISV N A i 2r 2% [43]
a5 AR o AL W A [44] [45]
BRE AT DFO [52]
ERAET B Fer-1, liproxstatin-1, vitamin E [51[53]-[55]
R A i it A R SR HE % [10] [56]
il Q10 e 3R [42]

T i 2 (artemisinin, ARS)/2 —ZPUELRAY), WAHBUMREENE, ARS AHATEMRAT SR, FiE
BRMG . R PR k) o 68 40 A ) 400 S R 5 ROS BT NO UL LU B DNA #ifiifiE . £ 0
RAE T AT B TRFE. BRIE L) LA M A i 5 5 Sl a5 . A4k PR S ATk
£ ARS K ILATAEYHUMREVE T A HEAEH, B DAL A — Mo BRSBTS S50, 75 H RS
(artesunate, ART)J&— i H R MATENY), ART SGRIEREATEE, XA CIE R mRNA Rk KFiEAT
WAL, (REEER S AR DA A N BRI, TS RSB TI(S51]. T BERRA — € M huon Sl
(&1, ART AN Ae A OF S A0 A i iR A ARG, 8T DL TR S8 /0 SRS AR A IR I AR o B9 53
NP R TR IR IE R ART 2 S 8UK# ROS ) DNA 5 FI4iEstT:, FE7E G2/M 3k A= 40 i i A H
Tt o YR T4 77 Bk AL T 40 ) ) (Fer- 1) #8 R BERRAIREANBE 58 2 TH R ART N SHIANIFE, XK ART
eI 22 AL A T G S5 e 2 L FR) 490 ot 44 01 200 L 75 P P o T 0 2 B S0 40 D 1 355 TR B R NN Fer-1 32
ITTRACEE, PTLAJE/> ART ORI G 58 A 40 fo 2R [60]. A _ERFFER W], ART mIRe/EN—FhEkat
T 0 A O S VR T R R A2
2.2.2. BRFETHPHIFI

LR BE T ) 2 B S =2 B — R DL LBk iZ (deferoxamine, DFO) AR 12k #4577 (iron che-
lators), DFO & % % B (Streptomyces pilosus) 7= i) —Fp = /KR ERHFRAE, & RI/ERMLEZ LA 1:1 BImsE
MJFRE 2 G Fe¥, IFrAdase i NIARC A &Y —— 8k, BEE& BN, 2w 1 Fe’ i
Fe> 140 [52]. DFO W] L% G Sl 40 i 3 & 2B B I B A AR B 3 ROS B IT S BN AL T
[61]. B8R Pra b, BIIRIIEEE(ROS)ERR, 24 HE Ferrostatin-1 (Fer-1). liproxstatin-1 F1E
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A2 B 5%, Fer-1 X0 SO B A A A HIHIE R, DA ROS AR, By k5 4 A e T ot
AT, AT RS B H ) A R FE T I E 53], AR R, Fer-1 XPERBET: B0 3 B2 K A TE 01
il g o S A A A R, TERR T R P AR B e A B AR [54]. 2 SRR E, Fer-1 A
PUVH BRERFE TS5 S 51 B 5 B9 Bm 4 R A 2R BE TS . Kato WA K I, Fer-1 1] LLVEFR menin-MLL ]I
il 7 ——MI-463 BT T 1 OVCAR-8 UP S A M & AZ Bk IET[62]. Jing S50 7RI, Fer-1 7] LUR KFE
JEE b R FE A AR S TR BE(CMP) 5 5 B S 4N 0 R A2 Bk BB T2 (631 liproxstatin-1 &g 1l A i i & 46 IF
i GPX4 Kik[55]. 4EA3R E ReP AU I B B L [S]. 2B =R R s AR, 322209 ACSL4 i 71
A% Z %, REREINHI 2 A AR I ER & B[ 10]. &5 Ae4MH] GSH #¥E38 . GPX4 [ Al fg i id &4k,
180 Nrf2 H40%)] 12/15-LOX [56]. HAbEA HilE Q10 2504, & FSP1/CoQ10 B E M7, il
B [42]

2.3. HGSOC KR T i8E

HGSOC J25l S i i WTEAY, JL psS3 R, HEARFR(EMT FHE) S EHAi 1T
B, al fefd R T A R i AR, I MET ARSI R -7 0] LA GPX4 /b 5 & it kot
T2[64]. HGSOC Ik & 53 ) L 1E 4 5N SEA4H M AMIC G ) R 1 B0 SR A i = 24 5 A5 R0 2 A, DRI b ok s
TIOAT L A G SRR T T ) R AP R A [65].

2.4. JREBANA SR T

U ELIE IR AR YR I 77 V5 A2 Y G 1D 98 4 3 R AR 4l A S5 AT A R R BB A7 (3] AT
FDA HLHE 50 SLs 47 25490, AEARIN 25 5P G398 i A2 17 A S 0 s B S B Sl e, i ELGHJE 8101097
R, JUT-HTH HGSOC f #4251 (661 FRg 4 M = 2 i 25 WL S BvE B ¢, BT
PR AH B B SR N R 28 e IR AR U b - [A] 78 5 7% 1 (epithelial-mesenchymal transition, EMT)H]
T o ez AN (5] AR ) U1 S8 4 M bRt SRR SO AT T R E . R IRE IR R R, W
ZLF| ES2 A 7. OVCAR-8 4Hiffil A1 A2780 2 iy 5 75 P AN il J1 5 #0404 1 W S AR g 24 12 19 n [33].
SLCTALl F1 GPX4 Hy3L[R] Rk S b i v O S B3 AT 25 P 0% [28]. T E R /2 System Xc™-
GSH-GPX4 i (1) B BT A a1 =4, ph b m] AT H i 52 e 40 i oy () 2 R R & &, 5 S O S AN i
AEBRBETS, AT FEALC 0 SE 96 4 0T £ 0 24 44

BT 2 Jif 98 20 B G 45 2R 3 (Frizzled-7, FZD7) 1381k, FZD7 5 D8] (1) i bk 2 412 v Fe 988 240 i Xof 4601 ) 50
M, REZZRR IR AR T FZD7 i R IEBERESE A Tp63 (4afl ps53 A7 M — ANk ), BK3)
GSH AR 18 26 (045 GPX4 (1) i), AT ORE7 i 83 48 il S 52 B 2R 25 W05 5 ) S8 A0 B2 . FZD 741 2 5
S0 A0 HAE A GPX4 Ml 7L 35 0T SR B UK, R AERIET . B AT 2 50 S0 4 L FZD7
FKix B, MK FZD7-p-catenin-Tp63-GPX4 I %, R RILH HUAIETE[67]. XL FLRBH, LA
A FZD7 MRIEF GXP4 HIETE, 753 0N S 40 M AR BRA0 TS, AT A& 2% O S8 40 i 7= A2 o) 41
(TN 245 7

TS Y MAP30 AWiE PR (1, T 4] 22 Ph B S50 40 e 40 O . A PR AR 28 R 4 1 B
MAP30 B [FIEFH T UE 75 5 6 O S0 40 B i A A 2, 76 09 098 AR /K /DN BROBEZRY o U 552 28 ek 8 47 w00 P
KR EZRD, HALH SEIETAH K, MAP30 5 300 SR 40 A Ca? IR TH iy, ik I8 T AR E Tk
ROS /-3 UP IR AHIIET:[68]. Erastin 7EAK PN AR SMER BE Y SR IBUEA A A PREEVE, 1 255 P ) 400 ok 0 S 4
M A, HLHI AT RE v iE I £ 5 ROS 7K, 51K US4 ik AR R AE T, Mk 21 v AR V6 77 5N S
FEAE I 251, R SR YT AR [69].

DOI: 10.12677/acm.2025.153875 2400 I IR 2= =23t e


https://doi.org/10.12677/acm.2025.153875

KM, £5K

3. RE

YP S IR YT 2 — DU R BRI Bk . Bk, INUERERERAT, Bk 70%1) HEE
WIT I 2 LT R3] R, mZives, TR EE, 8RBT A R E 20% 3]
J&, UPEUE B SR TR, 57 BRCA RBMEH AL 20% [70] [71], XEAR 2 HUEH TN
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FAB T TSGR BB O, AR A4 Bk A0 T 7E O S0 b (WA 5T R AR TS System Xc-GSH-
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