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Abstract
Parkinson’s disease (PD) is the second-most prevalent neurodegenerative disorder of the central
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nervous system worldwide. Its core pathological hallmarks include progressive loss of dopaminergic
neurons in the substantia nigra pars compacta of the midbrain and aberrant aggregation of a-synu-
clein (a-SYN). Ferroptosis, an iron-dependent non-apoptotic form of programmed cell death, con-
stitutes a pivotal mechanism underlying neuronal degeneration in PD. This review elaborates on
the core regulatory pathways of ferroptosis and its crosstalk with PD, summarizes intervention
strategies targeting ferroptosis together with relevant research advances, and highlights existing
limitations in current studies, so as to provide novel targets and theoretical evidence for the devel-
opment of therapeutic approaches against PD.
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1. 5|

PD E N —Flilk A 2B AT M . USSR S, B tE R B, WLoR BRI R34 ST s 45 18 S IR
FRHIE, FEZ MRS AR, R « PO IR ) A RERAT JBEAG . fERR . HIHR AN EN D A T PSR 1].
HRIRRAMEBAT YR RIS =, AT S8R, 2Bk PD B#H ANH @1 /5, HEIAF PD &3
It 500 3, 245 A ER e R N BT 43% [2]. PD = B HAR 5 HH i BA T 2 Lk R A e kv
RKUKZHIAN a-SYN FIAERIT B 5 R E S EUF RN 5 /MA (Lewy Bodies, LBs) I k[3]. PD 23
BRI B G R RIS ARREAT R, BT G A% OISR SCRPARAE S 0 HEBRARAE, LA ) 005 3 4
ATy RIS PR IE SR [4] [5]. HBIT 7 BARHIEIR T A F . 2 BB ARUTIE R BERE AR A A, (|
KN FH A Jie 2 B A BT RO SR S SIE S5 T ROAE o BRSNS I I S AR T DU T R A . 3
ERIVE 7 S50 0% S BLAR A 7 FR A S i I 3, (R R e BELWT Bl R0 G2 22 IR AT PRI AL IR i A
DRI, T R REE T T T 1% 0o B A 15 PR V5 2 M it 7 iR v) 7 1l

BRACT = —Fh gl B SCH S R T A st T 2, H ORI R AR B B
Jig B S Ak ) (Lipid Hydroperoxide, LOOH) K& AR LA K A4 e H ki S {40 4 (Glutathione Peroxidase 4,
GPX4) i MEE 2 [6] [7]. BRIET- IR BLIE T XL &4 erastin (OB T, %Ak A3 1o 00 o) 4 a5 ) Bl S
145 S BB [7) 535 4 (cystine/glutamate antiporter, System Xc™), FE35 2 L P9 23 Bt H ik (Glutathione, GSH),
MK GSH ] GPX4 Ry, B n| KA 2 1) ig U A AL A g e T2[6] [8]. M ArFHLi BF&,
TSR ARV I 2 F B . 5, System Xc DhRe s i <k B2 B BRI, AT R GSH 1A, 1l
S54RI AA BE JI[6] [8]. GPX4 1E R E M e St A W1E S, F TS E 1% 5 LOOH TiEHiE
JEON T T MRS, MTAEBRZS R R AR [7] [9] [10]. R, 4RA AR E Bkt b (. Fe?* il id 2515 (Fenton
reaction, Fenton) 2 b 7= 4= kB 7% 14 48 (Reactive Oxygen Species, ROS), ELFE {1k BE i i o 1) 22 ANt Al fig iy
fi2 (Polyunsaturated Fatty Acid(s), PUFA) & A=t 584t ISR I S8 PR [11]-[13]. BLAh, 34 Ji Y AR ot e Jig M
W& A% T TR B IR () AL 8L L o Ak i 7 A% 38 % Ty R DA & p53+ A% K7 E2 AH 2% K7 2 (Nuclear factor erythroid
2-related factor 2, Nrf2) [12]56 5 KIS, S5 TR TRA . 52 MAMpLT KA,
MM RIC TR A E DAZOR ARG 48 . % THE NRRE, T4 MAZ TR A E W B 5 . BEANE T2 R
ABRARH . LA M 4% 48 FAZ R RN AE IR T2, R S A B 4 PR AR 2R 1 e B PR R SR A AR B X
5[14]-[16] -
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I BRAE T B AK AT I B AL SRS, S5 PD SR 2 L% Re e 7o 5 R MR &
ALARFAE R B R A AE A 4, H AT RO PD AR BT 7E 536 97 T T RTE A2 9T ki [16]-[18]. ARG
FRERILT AR PD AP AOREEAE A, A5 EH A IZE B AR R 9P SRS R SR D FE i, R B
AR T IE I AERAL T 5, O PD HIBTIR T SRS IT A PR LB R ik 45

2. PD HE9ERSE T
2.1. ¢AREIREY YR

7 PD (20 MR v, BRAE T B I WOE 3RAS 1 BRI & B3 AR SCRR . B FRIESE, #8512 DlikhE
AR 1-H IE-4-Z£ LM iz (1-Methyl-4-Phenylpyridinium, MPP*)FlI 6-%23E £ [ i (6-Hydroxydopamine, 6-
OHDA) 1 A\ #2 £141 9% (Human Neuroblastoma SH-SY5Y cells, SH-SY5Y) 40, 5 30 B 8k vE T4
fIE[19] [20]. 7E MPP*iF R, SXMAFIERIN R G RIS AL BREBIGE A &z EA
1 (Divalent Metal Transporter 1, DMTL) 48k 8s 524k 1 Rk B, MEMAEASE A ESE 1 (Ferritin
Heavy Chain 1, FTH1)5 GPX4 3Rk Fifi[21]. SUtFERS, (R0 IR BB B R B A & B
4 (Acyl-CoA Synthetase Long-chain family member 4, ACSL4)%ik Fifil, LA S84 A ROS &% T
AR IR VE T A8 0% S D RE A2, B 28 51 R QB 70 F B [22] o I B AR R IR B 25 7 4 i) ACSLA4,
REREFH LG R ROS M5 B R MR A AR AR 197 [22] o T Xk HE 1308 2% (1 24 B 2% T Tildh — e SE 7 Hovh
ST ST FEREERRAET 407, 40 Ferrostatin-1 (Fer-1), /£ MPP*4:8: %1% S/ PD 41878 i R 3 H B
WRIAH AR . WFCIESE, 76 MPPHALFE [ SH-SYSY 4ifdrf, Fer-1 GENS5R ZIHMHILMIAE T, IX L4
57 BE s 30 ) i o i AL R B R B, B0 AR GPXA WETER T BEFN GSH AR, KA IS /(23]
FRRUESE AR, BRAETS R PD AR SRR O I SC AR TR K, ) S e I e AR )
SR 7.

2.2. ShREI R EIESR

£ PD s A b, BRAE T I8 B BOE RS O3 2 RGE . 7F 1-H1 5E-4-28 5E-1,2,3,6- PU St i
(1-methyl-4-phenyl-1,2,3,6-tetrahydropyridine, MPTP)if 3 (17N AR i, Hf o 22 5 22 EL L REAR 22 0 B
SRR FET AR SO, B FEE A B . ACSLA KPR TR, AR SRR [ a-SYN 3L E L
[24][25]. XAPERUTARE a-SYN 5 B B ELAE HIZE BRAR S 35/ 31 a-SYN 1 33 K AR A rp 45 13—
WENIE: 45 T8k 8557 22k i% (Deferoxamine, DFO) R B K BUIK A kKT, [RI I SR RIS Bk A Al a-SYN
TRER[26]. BLAL, ERXTERE T OB A2 H S T TAE S AL b R I AR R OR A E . Fer-1 R
IR MPTP 35 511 PD /NRIMIE BT N EREE,  FF45% KOs = R #2 AL B (Tyrosine Hydroxylase, TH)FH 4 41 2
TG ER[27]. 7E PD K EEALH,  BRAE TS0 57 A I SE T 5 R 2 LR REAR &8 JL BB T [18] . IX W] R
FRRBE T ) wT i ) B S A B RN, FHAE a-SYN RER S MM 2 M EAEH, b
BRARHPE B LA B, B IR R0 T . IXEIEYE R B, 16 PD shA e, N2 L REA 4T
FAAERR AU TR AR PR 03, 77 i [R] B 24 B 2 7 B o) R O T QB 2R 1 R 8 A S i 84T R 2 R B IR
FHEE T o

2.3. BEHEAPANERE

PD & SRR BRIE T AP AE RS, 588 A K 1 B S A B LS 3 A I IR R HERE . SRk B BE a4
S BRI M 7R T RRPE T B ORAAE . 838 PRBT X A7 W 1 O Ak A 2R L (B Bk &5 &2 7 ) [28] [29]
2 e R A 45495 (U 7 — % (Malondialdehyde, MDA 4-¥2 %5 T- )7 (4-Hydroxynonenal, 4-HNE)) % =
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W LA B S B FI TR L B AR RE (GP X4 ¥75 14 FAIK) [30]. 2K F & A4 1 JE RS 5 A= W b 76 0 A 7 U3t —
NG LIRS BN 5 P TS B A OCH: B B AILAR BUBIE ST T A BRI A I X B kTR I, HLOHRRRE
Syt AR[31], AWFFAE A 1.5-T 4 5 R LIR 4% (Magnetic Resonance Imaging, MR & 4:, 7E1& A&
T 30 4 PD B 33 4 {t LS T2 Fantif [A], 45 5 SCRF PD AR B Sk AR S8 i W 5 [32] RIS,
A0 AR B P R B S A PR K T R, DARA R 4T GPX4 ST BRI, $RoR T RRAET B I 1
o KL HE 1 SCRFRRAE T A2 IR B PD 41128 0 AR 1 1 DG BT L )

24. HREMRYE

DA Sh R NALRREA NERIET 2 5 PD W BRI HEEYE, (A& 7K RAEAE R #2045 5or
J&, UFAREE AN TERE: SH-SYSY MBI 5N 2 B ERe M & TCAFEA Y2 5, AN ) = 77 5
FIBER T ORERFE T2 [20]; MPTP, 6-OHDA S5 R BLAYHE LS ZI AN 2K PD Fi Ik 18tk s
0-SYN FFHURFE, o-SYN W FRBERFAE /MR PO 3T, S sEIe iRm0 2 ok | S e85 71,
B ABVEL GBS, UL ERE IR (18] WA RS RE A TEIE X 43 B AE T2 A B A5 3 2 4k R
P AN A A B 8] 285 AN — B0, F8hn 2 B2 IR 2R IR T30, MRI AN S B 2k 1T AN 25 [ F B M i 5
B, MLE KRR I PFET R T R B, BB AR SO IE T SR AR, TS SR AKFEA
VG TG, KRBT KB EIWBAL, BEFEARE ST KIGRBA ST R — B0 .

3. BKERARN S BRREMETHRIET
3.1 ERER4ERREY R R SE T1EA

T X /M R R, AEFDIRAS N A ERTERR o-SYN FERAK, S5 NS EER. PD R
AT a-SYN A B B 48 /0N T 40 i im) 412 98 R AR Ak s /0N o 4 B AS B %o Bk A0 T R v T
270 WA/ N RN L DMTL. NREZEIEE A, NSRBI ME 8 S8IET, B S Fe.
e it E A J TNF-an IL-158 A2 RAVR, T oA e 2kt InE s A Ak R /)8 i Joi 2
M ARREThRE 2R, ToIRE RN a-SYN, JERCBIEMEIR: a-SYN B4 - /NIRRT - 85 R IE
AR - # A TCRRPETS - £ a-SYN B LRRK2 G2019S 545 u] 33k — 5 4 /1N K 57 41 System Xc™s
FEAIK GSH & ik, UK B IR 45473 [29]

3.2. BB RMBARIELTE T iBE MR

IR M AR N 2 is 5 GSH &R, M et E LY. PD BRI R 40 i s AL
AL FPEERA, GSH &R N, 20l LCN2 ZE8 A i BRAMEDhRE S aLiE ek & e 55 ik ks, B
TR RT3 4 22 76 System Xc -GSH-GPX4 i, $RTFZ TTHAET: S, A2 Rt LA 2 R
AW GSH Al RAERIRN[33]. 4 b, BRSET- IR saiphet oo [ EMAET:, MRTFEAERR - M
TCAE BRI B 45145
4, IBREEERBIEELTE TR
4.1. SNCA (A53T. A30P =T o HFH 4§ 14)32%

fi a-SYN 5y T2 B4k, SERAANH] System Xc™, #6385 GSH. il GPX4; Jig i it &4k ™=4) 4-HNE 3t
MBI RS a-SYN, T4 1A IE 5. SNCA AS3T #iZR uxt kit 2. PUFA i Sk = fE BUK; shiisrd
FRAERFE T I A TR RS R, PR R AR IS ST R U SE T T H34]
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4.2. LRRK2 G2019S 283§

Wl BT, EPRZ TN p62-Keapl-Nrf2 i@, i SLCTALL, HISSHis LB, 23—
et LRRK2 BERRAHOE , TERRIE R (RN SRAR 5 /N 40 VA B R ek iz, 75 /NI o 40 i Bk A
o R R TR AR 2 T0[29] . BERTIZIREE, LRRK2 HIFIB S BRI T B S O I T
HLGIRTT .

4.3. GBA %

YT IABEA p-H BRI AR B Th e BRI, 38 i PUFA B ACSLA L, A A B AR OR Siir B ek,
MIRIR X 2 T TR AU T U . GBA %74 PD /53 i P9 Mg i Sk K HE g, AT AR 2% R g ot
AL SRR, (RIATR ARG G TR A AL B, T B A 2 A [35]. 25 b, RRRBN S
FETHINLHI & A RE R, RIEAE 2 2 AR T T TR AL B IR BR il

5. ¥ PD 58T
5.1. SRIFFEEL

B2 5 X4 2 4t (Central Nervous System, CNS) A EARH . 2 i & S 2 FhAE B AR, 48
FREPPAT AT IE N T Ae 200 BB GRERID T H s 5 o1, BRid #nlE i [/ B 5] &k DNA #5, Hiads
SRAT T E S R A RO RO T R B AR SRR IR BN L RAT R R . B 1924 AEAE PD BEFE
RO LLRK, KW FOUESE Rk X 3 7 2k B F1  PD gk J 2 IEAHDC[36]; 2000 AR ik — Al
FISRET PD BEHL M LBs FF[36]. —Ii&E & MRI A% 53 R K B R 7 R B, PD B B2 o [X 35,
FAERENSIR, HEEERAMRMA ML ICS B4R RS & IR Ak T B i 5 R Rk R Ak
B, PORBACH FELTE PD B XA BEME[37]. 7E PD B, #LiEE A DMTL)RIE L, 1
JEEREIZ R A RIE N, SERRZ T BRI I, SRR Bt AR B ——FTHL AekE AR s n 4K
T A 2 DA 1k Ji B9 ki 4% [38] -

52. ERRHSEHEKL

KM R B E N AR A8 B AL R 28 =, Iz HmkEAZ, i CNS XHfg il &k 5 k. PD B 2
JRIXAELE PUFA ZKFREAG . MDA Tt i (1) DX SRy 55 PR 2038, 3R aZ 0 DX A7 7 R 2R 1 5 1) g i i 484 o 17 -
SYN i T 8 e 41 ) i o S AL AR AU T I BB M, $R9R -SYN 55 0 S AA7AE XA B[R] [34] 5
PUFA i %44 4-HNE 7] EAMEM o-SYN, (R {F TR RAAN G B HERR, 3715 F 8 o-SYN 248 bt
PIRAEREI39]. AR AL A2 ROS IG AT 45135 S I E AR ThRE, M a-SYN ZE£E[40]. BEAh, a-SYN it
FOALAMB LA AL REDIRE, PUFA fTA I B B 7 o-SYN B AHAT R 451 35 2o i
Thaesks)h PD #EE[41]. 25 b, BRARI ZREL S id E M BT PD BRAE T AT IR AT I AZ 0L, o PUFA
R 5 a-SYN 3 B ) IE S A i 2 55 20K ) 77

5.3. ALK RS AHB

BT ERAE T RO £ B e — 45 iB M. R4 System Xc-GSH-GPX4 #fi(#%1»). FSP1-CoQ10 %Al
GCH1-BH4 Hli(fMEid ). PD 3 H T GSH 7K1 35 PR, S8 i 5650 T2[39]. SLCTALL J
DR F AL AT R U R 4 System Xe3KIA, 20 GSH A il fEAMEIEEE ., PD 5 Wi il CoQ10 %
ik, /MR CoQ10 FAbILJF L RN 4[42], i MPTP Zh#iBRAE s 4h 78 CoQ10 Rl R4 % LA M & It
[43]. S5 —2AMEERE GCH1-BH4 flih, PD B )i GCH1. BH4 J& TH 7K1 3 FRAK[44]; itk
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Wt GCH1 R 215 PD ZEEAHK, H PD XRS5 GCHL Joif VA By 2 m A A N <
[45]. %iE, PD i SAMETETUEACEI R S IER ATt (e gtk sE T I SRl O B -

6. $MEEKIETMI PD BT RIEESRE
6.1 RESH

BRES G AT 2 IO AL SRR e I S B R RS T, BRI ARG P i o i A 5 S SR B S
il a-SYN S8 A, A PD P B 6 YT 1S B R J7 Ao 48 3L v 5 AN 0B 4557 DFO 22 TG PR /i
WFFEUESEHAE MPTP. 6-OHDA. %% 2 PD iRl 5 B &R ER, " iEizshIhne
BRba. RTF 2 ERRRE A TR, B L GPX4 H5EEAEREIL, FRILERES B S EAAN K
-, R ifi i 5F F% (Blood-Brain Barrier, BBB)%F 7% At /22 Bl 7 I PR N A, i 3 i) 44 K o 750 kg LA A g it
TN s AR A7) 2 BRI (Deferiprone, DFP) A5 20 %8 i%E BBB [46], i AR AT -5 I PRI I8 Y IF s Hopp
AR RON, 1 B AR NCT00943748. NCT01539837 455 Hox, DFP Al f#{k PD i B m sk & &
AL IZ )RR, XUE B ARG — DI T 27 3K [47]s NIEEAL S ok B AR 4= B BIEH,
HAIEMGERR A S PBTA34 $ii Ak, HARKEMRE SRS, AIEAPLEL A RS T ie T
HIERA SRR TGS a-SYN R4, 75 2R PD B b AT BH 1k 28 o 8 70 2K /D B AR AR R
I DFP BAHEMRMAR NI, 2t SIRREALRT F[48]; thot, HRBESG. Pk, PENEELE
YRR 2 ThEERR B A 7 O % U & 177 11, M30. VAR10303. 23 RSk & W448 PD FR rh R B
H R IFIAR SR RN, A2 S bt PD 2990 R 424 7 #7 B [49] [50].

6.2. FLEMIIS BRI THIHIF

BRAE T ) 770 B pu A 7 Ik BRI AR T A . R AR M A SRE, 7R PD R I VR TT IS
Ho KEMUERNFIRZ B A, B BE Nrf2 B R AN IS 50 L INH] a-SYN
8, RIEZH AR EH[51]. W (4-H3-3-4a 2 L mUIR) &4 (1) 2 — P E g7, EVUF PD 1%
B AT g 1t 22 B AR IR e A A 58 3 Th g, PRI 70 R SLAM )i IR R 5 A 516 a-SYN T A
| I PR 58 2 B mT 4] Fe?* 15 5 B i 484k, 3278 B Bk Bu T8 71 [52] o 5 R R 2k T o 4] 551 Fer-
1 R HATAY) Liproxstatin-1 LA 4EA: 3 E W38 I 38 B e ot 480 ) e e sl BEL b s oot 4801 i =X ¥, 7E PD
B o 08 2 LR RE AP 2 o0 [53] [54]. BbAk, BEFURILAK 3467 15 (Growth Differentiation
Factor 15, GDF15)i i 1] cGAS-STING il ¥ & ek 2z PD #E 2, mflk GDF15 2xn#H £ BLHe #h 2 o di
15 JBRBET, R PD IRTT St T RS e B A [55].

6.3. IFHEXRBERTR

GPX4 1y K b B P A A Bl , 2 BUBRFE T HOAZ OB Ao NIrf2 SE e R 2 A 2 1 )L & 4t System
Xc -GPX4/GSH i #HOCFEF R IA, Bl PD PUEkFE TR YT (1 ZEH0 . 2 PP SIS JW0s B B R I & R
PEF: HRE RS2 1 I0E Sirtl/Nrf2/HO-1/GPX4 il % f il FTHL RIA, #ifi] a-SYN RESBIT[54];
AL T A-1 [ GPX4 R, FEPIHL IR o-fREBGE PISK/AKYNIT2 B, FRIKELRB
5P #[56]; Fer-1 I Nrf2/GPX4 JE Bk M s Tk IET-VEMH - CoQ10 ZEILIA I AR5 Hh A 23 PD %iE
R EITHRIE AR S BT RL[57]s  FLRBA) SRR i 38 I GPX4 ik HE k4 bt 1 Wi 3 PD
FEAR[58] 0 LR, FIA R MUHE ZAEIK-1 i FLER FLBR B 8T 4% Keapl/Nrf2/GPX4 il #% & FSP1 K414k
SETAEH[59].
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6.4. RIRF=4D

2R KA P R TR SE TR PD AR A BRI H A AR . DL-3-1E T L SRR ] % #
FEFMIEE G &2 B LM A TR R, S B DIR60]: 784742 B bk 3 45 il 8 I s
AKUNIf2/GPX4 & % J% 2 S PTRFE T ML R FE AR I AE FH[61] . N- Z I - Ik SR 7E e AR 36 mT 4 v i P
GSH 7K-F-FF 35 PD JEAR[33] [35]. (-)-38 R ok el ik # ki A6 AR DU R 5- IR %0 & im0 Mg ot ik 44K [62] 5
A2 BEEOE SIRTLNRF2 GEE, il GPX4 K FTHL RikiMH2sET[63]; KER LIz - R
CIBJEEHZ O EE LR M Ao ifi[64]; EE R EGT RS BIKAELNIE, 35 a-SYN N L5608
DRV R R HR([65]

6.5. IEARRIERIZIEIN

SR B R AT PR SCEE [ R T A & R4 77, {2 FAIRPARK-I1 EZKERAILH . CoQ1OIILH
PTG iR I 45 R SR AF FEAR S 5. FAIRPARK-I &R, Z8kH B FFK PD % B MRI k74,
WL, BERNBEs)Thae S, 91 R R A 25 B d 1, 28 MRISEARESE F T4
TG MR Bk, BA I IERE AR UA L Tk R Z 8L 4y 2, NN E IS SE R I &
H, MU HIATY, FEUE A, HRBERVG YT %A PR[66]. CoQ1OTIIHIRA 145 % 0H 11 R4 25w
WAMIFIFEAR S, A0S B —FMZE B LB R System Xc-GSH-GPX4 % Lol f5i[57]. EART 5,
B ERIE TR A AEAE I 230 B Z FH T NI I A 2080 A0 MR A8 T R AR Wi 68, 013
yWMi B R A R S %, SRR R RIS NS PD REAAEE R AVFENERH THE TS
IR AN, 5 TP o 40 A BT e 7= AR BB RN o i SR I AR I 75 T R Bk T M S A b 5,
WAL R TE G S A, IS NI IR A 3 PD 23k, TUARIPAG YN R TR, IF R -2
TCAE LR IR

6.6. PEEESEREKGME

PP E EAAHE =51 . H—, BBB FEM AL 1A 9K 1% 2 45 40 rb MR 40 B R A5 A 4 K g
T T 9 S ) 1 AR TH A U S T SEE S A BBB 2 HR[60]. L, e R A . SRR G
70 F A 4 (Heat Shock Protein Family A (Hsp70) Member 4, HSPAA)7E £ B i 22 o i@t 568k E A
MIEAE AR, S LE RS HE TR 5 [61]. =, KWt a/A%IE. 25 E T E
BB R ROS. ZAEE T (RS i 1 15) A B PR XU [60] . ARBERE =T . LM EY
TERITI, A S0 5 6 8 ) NEATL. HSPBL 45 B A5 PD 2 W% /1 Bk SE Tk O L A [33] o
RAVRIT IRIE T TH, a-SYN SERAET-AALE W [RIZ0EA8,, SNCA AB3T 748 ] 38 in 2 i s gk A8 1 ¥ 55 %,
PR 7 U EE B [ SR BE B . NIRRT T, R TSR TS St (W1 SNCA AB3T. PLA2G6 RAR)i#HAT 7+
SrAL, AT HE R A T e R A T B R YR T R R A 1 R 3 W RE[35]

7. REERE

BT BRBHE, ASCHE “ZEHTHE - YA RA7 Bl 8% S % (W LRRK2. GBA. PLA2G6
ERAR), MR R (MPTP. A BRER <) 51 M ht b i % IR S 2 J RIFIT HER A KRS,
T BE it 22 iR RE AR 22 T AR SL [F i R 2l “ BB s IXEET R A0 BE T System Xc-GSH-GPX4 [
EITEISS . 2 A AR DT B RS G B (ACSLA 1 ) A KRR RiA A1 Re T B, LIRS T B ME
TG G BRIV E T OA S, R AAE B AU T NI JEAE T I G — AT . T A AR I R STl
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