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Abstract Ferroptosis is an iron-dependent form of programmed cell death driven by lipid peroxidation and plays a
critical role in the initiation, progression, and therapeutic resistance of liver cancer. In recent years, both
basic and translational studies focusing on the regulatory network of ferroptosis have advanced
substantially. This article systematically reviews the molecular mechanisms of ferroptosis in liver cancer,

its subtype heterogeneity, and its interactions with the tumor microenvironment. Particular emphasis is

ES&WE: WA DAERZ R SEERHIES I H (24WSXT079) .

s BEH: 2025-06-07; fEiTHHA: 2026-01-12,

EB® N WbET, VWRIERIRFIGIREGEARNE , FE IR E T 2l 15 5T
BIE1EE: XL, Email: scliuhong123@163.com

http://www.zpwz.net
169



170

O AR 5535 %%

placed on the central roles of the system Xc -GSH-GPX4 axis, dysregulated iron metabolism, and lipid
remodeling pathways in ferroptosis regulation in liver cancer. From a therapeutic perspective, ferroptosis
inducers, either as monotherapy or in combination with chemotherapy, targeted therapy, immunotherapy,
and radiotherapy, have demonstrated synergistic antitumor potential, with some strategies entering early-
phase clinical evaluation. In addition, ferroptosis-related biomarkers, such as ACSL4 and FDFT1, are
increasingly recognized for their value in prognostic stratification and treatment response prediction.
Further studies are warranted to elucidate the dynamic interplay between ferroptosis and the tumor
microenvironment, refine biomarker systems, and optimize clinical trial design, thereby accelerating the

translational application of ferroptosis-targeted strategies in precision therapy for liver cancer.
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JCHAE OB R 1 B g RS PR TR 45 & e A
RER A S, BRI S AR A R AR T
209", A T RYIER ALY ML 136 )T SR A
SPEE AR T — g HE e, (B MR S 1k S 2 T 2
SRR E W A T A, ZREE TR A, W
I, RGBT B IT IR, T RORS ME i BURIR T R
W, B 2 AR S R T ) . AR OR
BRALT: (ferroptosis ) A — R ERUCHIME . IR BT id 46
PSR Bl i 37 B AR e v Al AR T U5 50, TR MR AR Y
FRAGTT IR # 32 K. H 2012 4E E X fiv 44
PISK, BALT-CRESL ST . SRAEHE I %% 24
BB T IRARAE AL b AF A BT DM, 9 2 1) 4%
A AR L BRI B AR S s AR = R R Y
K T AR B H RS E AL B 4 (glutathione
peroxidase 4, GPX4) . K 45 I8 I 5 B A & RLE 4
(acyl-CoA synthetase long-chain family member 4
protein, ACSL4) UL N MEZ IR/ 4 2R i nl 5% 18 R 4t
X~ (SLCTALL) AECT. fF MR WY, BRAE T fF i
Jeq E JR v 2 AT BUEE AR R i R A0 Y RT aE ad E O
GPX4 . SLCTALL “F 4T B AL T3 B b BEAE T~ 5 1 4L
6] 175 5 AU T2 W A7 B0 B AL e iR 7 M 250, A
i 8 V6 97 S A A T SR . AR SR R R AR T AR T
WP RAEN, RELGER AL | R T
SR W Kl R e AL 0 e, LI Sl T g RS R T
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1.1 BRI THIE AR

1.1.1 A4 M & (& % Xc -GSH-GPX4 4 & 3 L i#%A
=) BRIET-M R AW N Z R R IR, DR
fiE 2 20 B N M BT 3% 7R %80 (reactive oxygen species,
ROS) & BEAE L5 WG bR kAl , S BUIR B Ak W F
SR, B4 R MM R . AR A S
o WAL RRE LR E g L, S AT
WIE . ARSI T IR AEEA BT X B, BRAE
T/ A 3 5 BT 52 B0A% 0 B A A Bl S L R S
I R B AE . RS Xe-GSH-GPX4 il 2 #L1 4%
FET-HY fE B2k . R4 Xew (H1 SLCTAT1 1 SLC3A2
WAL ) TR AN A Y M R R s Ay, H
T & WA e H K (glutathione, GSH) . GSH 1E A
GPX4 b T 5 R 7, GPX4 T A ) HoBs B o i 4801k
Y (L-O0OH) i J5 Rk JCEE MY g i (L-OH), M
A+ 4 B IS AR AL R IR AR A L i AR — R
(40 SLCTA11 %3k T 18 . GSH #E 3 5% GPX4 I P
i) MTiResZ i, ]S BUE Bk A Ak T B B
5, FESIETY, Lz 8 2 Fh e S H 1
T . AT E2HHRKE T2 (NF-E2-related factor 2,
NRF2) AE Mot e b v iy FRME R+, T EE
5 SLCTALL 75 4 19 22 Fhfi 8 A0 56 R % 5k, 34 0 200 it
XPERBE T AL o (EAF T A, 76 T NRF2
B R BUB MR , X TR = T M Al M
BRAETC M 5200 Dy — 5T, M A P ps3 AT
i L S SLCTALL ik, AR SR T &
Ao BRI, TEpS3 AR, X —{EERIE T E
BEAEFERIGY, BLAh, BT B SR IR 4 45 N O N
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DRl 7 G 0 2 v 7y 3 R (1 S BB R SR A
TR G IEEAR A, L RS 40 18 4 40 i %) Bk ST
TR B o T8 N X S AR S i, Al RE T
I FRR YT SR AT Y L A R

1.1.2 oS JATHUHR] (BRI B 69 Bg L ) KoK
T2 AR Y L4 B Bl g R R AR 4 i B SR A, %
o A T B AR BN By AR TR ) A A B
o B\, MEANARERN MR (Fe?t) it JF
T J AR AR 7 A2 ROS, S 3 A i gk = 0 . (]
e, BREN . BHRENZAR SRR
HEHDRERGLT BB, IR T-H
KB W, M b R 22O 4 A s T R
(polyunsaturated fatty acid, PUFA) , %F %l J& 1€ 4= U
WIRAE FRIR, WHES 25803, o
g i A AL i £ R Y . ACSLA 7 ST PUFA 1 4k
N PUFA-CoA , i J& 15 1 8% A 156 AF 6l 15 % e % g 3
(lysophosphatidylcholine acyltransferase 3, LPCAT3)
¥ PUFA-CoA FiE 1L JF 5 & B BB (Ul iR Bt £
fie) . 28 ACSL4 Il LPCAT3 &4 1 1Y & & PUFA
RN . X i A A O UK, MR T RSB TR
“PRETRP AT M, Uk, ACSLA 1Y 3R 3K K P8 8
FHAE 40 B 8t T SURHE 9 S BE AR 38 Y, HAE 2 A
i g b i R R A S R PE T B R B OE AR M. R
Bt WAL B ALY, W 4- R TR
( 4-hydroxynonenal , 4-HNE) , N1 f8 B 42 0% 5 1K 58
Rk, b W AE AR T o 1 R SR IR R E
B, A B A T B PEE 211

1.1.3 7k 47 (VL GPX4 A 478 g XL AL & &
k&) AEABRET, @D GSH, ALY
B AL (superoxide dismutase, SOD) 554 i i HT &
b 2 4 50 B i i ROS, 2k 41 4 Ak 38 5P A1)
MAEERIE T HERE v, 31X — Bl A A R Rk AR e R 1k 2k
P, Horh GPX4 Ry D REM 2 A 0 i R S F . GPX4
VE 0 I8 it 4804k 1 S B B I 4 I, T A S M A AL
i B aek 4 Ak ) 38 5 R T HE i I 5 R AT R R
I 1 e 2R B S BUIR i A A kv R AR
MR ST BRAET- R o BRAE T SE ST AL R 42
RVIEAR IS S, w2 5 A I A 5g
GUE A M4 . FEILR 2%, SLCTATL 5 GPX4
T A% O Bl . SLCTALL AE R R 45 Xe 1 4
B, DT T A0 M AN D R B R LG R GSH, H
Tk SR H L W GPX4 IR . Kk,
SLCTALL 5 GPX4 K [l A4 ul 1 JF 98 40 M HR L Bk A0 T

A% L B B, 3 A B O R AE T HE ) IR T Y O B
Gt AN, ZAhie Z $ pS3 . BRCAIAHOCHT 1
5 b e A o) B R e SRR WL AR R 4, 9E— 4P
BT LR A I 4% 1 B 2 PR

1.1.4 &R F A (I i RACA F 09 29 B BB AG )
BRAET B LR S50 J2 IR o aod 4804 7 0 40 Jif 5 45
P Y AS il S IR, A0 i R ) A5 0 R e SR G B =R
F o BEF & & PUFA B BERENE & 2B S fe, A3
P PR ok A R A s SR S N | R R
MRS ZETL o e, I B 009 B0 405 8 ) 20 i 18
ERET, SRR ETIRER, KA FHHE
RPN X 2 R AN A P 2 ) i e Y
P2 g, WAEBEAE B0 A OG> T (damage-
associated molecular pattern, DAMP) ) B H, Al fE
S b IR ORI AE T 5 S g A
PR, B 00 T 00 10 23 1 AR Y, TR R
SRERFE T AR BN IR YT R HAT 5 S

2 HRTAERBHHKBNE S LY

Mz

21 HHEAEmMSRKEHRESHETEE

BRHE T A A I 2% A TR v e B Ry JHF i A e Bk
AN R e A IR A =2 G S SR I S LS
AP i geg o J A3 Ao R R AN R A LSBT
i 96 B BT O e e K, RN R R R R
FGR T HOBU R G B A ) 2 30T o JHF 9 240 B )
B R R A ME RN EENHZ —. B
FEPEN, R R g R, Ea
IS N BN N ROS LR, 51 & A Ak B RN
LR . R AEREAEAE, R A M b JE SLCTATL .
GPX4 %5 CHEPURIE T o T AT 4, B Rk AE T
b, Ik, ACSLA. SLC7A11 254403 5 5E T 4H
KB W) R TE, © B PR A I R R R S T
J& I E B4y TR AR B T kAR S B A A
Z RIS, s R ARAE T, T TN R O R
DEABZ —.
2.2 BT HEEHRHNERIE: NEEHLH 258

TR

BRAE T TR g 0 R b B W AR, B
S JF 90 20 Lk SRk AT T ORAP L], RV AR
“YRITHL T . — T, R AN A b R Tk SE
T B OCHE > T (I GPX4, SLC7ALL) Ky £k,
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AR B A R AN, MR REERAE T, STRFHIGA
fR MBS 5 —TJrm, BILTIFE A (W
Erastin . RSL3) n] i i #8 [n) 5 S BRAE T, RN 0 4
JHF g8 R R B AT AR o HAZ O ML AR T AT BT
20 L PN 1) SR A G T L A ol 4 R 8 AR O
FAT . R TIESFACR S U T SR UMK
PR T 5 BB O SRR 4R g R, 2 i ROS
R A s R o 4R T W k1 AR SR A 2 i g
sht R E M MR, GPX4 %% G T A 1L B oh fig
It R i Q)N = W o7 K TR <R 2P O [ K (B
Tie 2 L i BT 6 4 R 30 0 R O R sh e T AR R
WAL, BRAET I8 R AR 18 Ak I8 428 I Jed T 3R 455 v H 952 4
LRI, 2B g 1 A S R R AR
2.3 BRI HHEMIMER N EiEE
2.3.10 My EB R MEREAE R i
AN . A AN A L BB AN S il AR G A Y
HEE A, Hn 5 aEIR S w2 5 e gkt
ToRERR, T Bk AL T A UE 5 BB S ) EE B AR
T A [ 45 e PR R . A S A IR T, KT
T HAT G I, nl e e A 4 R A G B A0 i
(tumor-associated macrophages, TAM) FJ# LIRSS
SRR e . BRAETE S5 (WIRSL3) AbBR
JHF 96 200 R I i JB it 4R 1k 7 W RT AIE E TAM 6]
M2 B AL, 33X 28 E I A i o 43 W TGF-B . TL-10
ST A 400 1) R T A0 B, e AR O A g ik
WAL AL B R ez, R BRAE TN v i
S TAM [i] M1 BURE AL, 38 i B TNF- o TL-6 25 {2
R T ORI IR SR LR
2.3.2 5 REALRRMIRSGABEAER  TESAE
I, BRAETE 51 K 0 20 L0 03 23 WO 28 RE /AR
PEVETL-1B . TIL-6 S5 2 52 IR 4 Wb, — 7 11 AT 3 3k
PTG NF-w B A 98 19 40 M G 4 L 28, o —
5 T BE 41 5 v 1R R 40 B A A A LR T, T R
CERBE T - JNE SN - iR T R O BT
Hb A S R T A EAE TR A 2
Jei A O B T 4 4 M (cancer-associated fibroblast ,
CAF) ] 38 3k 73 00 Jg i o 9 A i A BE o, /b k4K
T2i75 3 50 1) b RE A i Y 3 ik, [ IO S WA Y TGF-1
A b R A0 M SLCTALL Kk, i Bk A T
B,

P, 8 1) BRAE T A 16 7 SR I O A A 4 R
3 7968 200 M, B B 3 o o G B 05 A A0 N 2H
Yo RS B R AE R, T RS JRE 4 M 5 A B Y
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2.4.1 B 49 e %% (hepatocellular carcinoma, HCC ) %% 3t
AU HCC 24 BR R 3 f e 1Y R A, R
R RSEFMEN R (HBV ., HCV YY) . WK1
JF97a . TP ORS 1 NS U T g B AR I £ A AR S 2 R
& B R R B UM ¢ o 7E HCC (10 3% 1 3 9 o 72
i3 4 i S B0 b GPX4 1 e 3k DLk e ik SE T
AT AR 20 g a2 K K T B M AR 5 R Bl A
55 14 G0 75 7k 3 55 V) AH 56 —GPX4 75 235 19 HCC 20 i
A R B A Y (A0 4-HNE) i Rk, ikt
DAMP A 5 5 4 2 0Kk 40 B %, 22 0 400 61 %5007 T 4
JHL £ 7 i 98 G 5 IO 25, T A ) K AT T B
fiE 0% 14 58 HCC Xk y7 245 W i B50s% ik, DA T g 5
HHWE . E5EPIERB], BIE  (heme oxygenase 1,
HMOX1) 7E HCC 40 ffsrh &3k B, 5B R A
R AL B VIM G, fRE THIET 1R .
2.4.2 A M f2 % J& (cholangiocarcinoma , ICC) £k 78 T
A B ICCHEN 5 — R 28 A0, JHLBRBE T2 HRIE 5
HCC 46 B & 22 5% . 1CC 40 i & R B o & i 2k
PRI I P F0 T S A P SRR RE ), L RS T
) BB PE ] W A . AE 43 F LRI b, 1CC 48 i b Bk
FET-HH OGOk A 52 IRy S M R A A K, i AR g
FH G BE B ACSLA K A Ak I B R 4R Sk BT
(nuclear factor erythroid 2 like 2, NFE212) 3¢k /K
R T HCC 4l (EA RN, R
ACSLA = % i5 h B8 i A 3R TS R, (1
NFE2L2 3 }% (%) 457 22 9006 7T 198 SLC7A11 ., GPX4 4%
BURRFE T 40, DA e 20T B B o Ak, o
L) 55 4R B0 T OB o iR TR R 1 B 4 D o
PEE— 2L IR T 1CC A BRFE T-HR P . ICC TR B
o Treg FIfE U M B0 W 46 M
suppressor cell, MDSC) iz iif e #l e 2 = F HCC,
X B 20 it 38 o 4 W TL-10 . TGF-B 28 Bt & A+ 31 il
KA T 240 0 P 3% Ak, TRD B O ke A0 e e R AT T A
LI (40 ACSL4) IR, HAh, CAF T4y
A LT A SR AN AN T, R L LB R, B
Bk 0 T 375 3 50 1) oo 400 B ) 3o 2% . IXRP 4
WAEABT - TR B SNTELR A" A RIET, dE R =
FICC X R FE T8 [0 36 57 1 el 7 25 i 11K

2.4.3 HCC-ICC ® &AM & o9 4 L =4 % HCC-
ICC YR A 1 i 7] B L 45 HCC FlICC 1Y A W) = F

(myeloid-derived
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PE, HERZE T S HCC 5 1cC £ “Zm5
w7 RRAE, XTERBE T S Y S R B R
JEPERS AN E 2T, %A S T HCC [
BT (4N TFRC /& 28 3k 5 3500 28 2K 7 )
HICC Hysabt AL B (40 NFE2L2 38 ¥ #00%
SLC7AL1. GPX4), JE WL “# R -yr " U
(1 2 25 F g Bk, HoxE GPX4 Bl ) an
RSL3) HA—@fudtt, mixd R4 Xe Ml (an
Erastin) W R IMALHT, BIRBUEMEA T HCC 5 1CC
Z[R] o TR SR BT 2, TR A LR R A AE
HCC A 5 /9 M2 29 B3 48 Jif & 48 DL R 1CC R AE P 1Y
Treg F1 MDSC = 3= M0, 33 46 4 528 20 i 3 o 43
TGF-B . TL-10 %5 3 il 1 40 it R 7, 2F — 25 1 5 Jofr g
O M R BE T HRPURE o b Ah L RO
CAF AN 3 43 106 40 i 40 56 0% 1l 4 ¥ B s . B
25 %)k 15, 36 Al 8 3 IGF-1 . HGF 28 [H 18 #2 4%
AR G, i — 20 5 Z AU TOR B X BB T 1Y
MU, R N TE S MO B E AT S
TNECRE AR A R R R R T F 9 R 3 Bk
i, R 4R, BEA GPX4 4 5] 55 5 e 4G A 5
Mg, FTRE CERIET ORI R, AT
Al A% 28 B SR AR AR IRT T

3 EmERIETHIETT RS

BRIE T (0 IR A I 2% Sy SRR IR T SR A T AR Y
R A B 17 o 2l I 7 S T A N
55 4% 5597 1% 0 [6) 38 85 LA K HE B I R F5 Ak = AN J2 1w
JEIF, BRI 2. B HG .

3.1 HRTIFESFINHAL HE ST

BRBE T AE A B AR P B T Ao Ak A S 1 O A
i FE T 7 5, A S R O R IR T R 5
i o H AR S A AR TR S 4 S LR L
(1) B4 X MHH . Lh Erastin X HAT A8 A,
I 3k 0 o e 2 R AR L, FE R M L PN GSH, (R4l
GPX4 1%, S35 AR B, (2) GPX4
HEEEAMEI ) . W RSL3 . MLI162 %5, nf 5 A 45
B IEIH GPX4 A BTG M, T S E A il % g Tt
AW, Q) A EER . A HEE R, BIET
755 FINO2 4, 38 o {2 3 4 Jf P9 Ui 55 Bk B i
("R EM) SiHgEn A (REAE
WE), FhmANFaE R, BEsRIN R N, M AL AR R
i E AR (4) HoAth AL S5 i A H R R

T2 168 (2% 52 T GPX4 5 i, BT 245 40 105 10k ) 5 R4S 1)
BBk o X EEE RN LRE D K BRIE TS, ]
ok bk e s R ER v e R 1 (farnesyl
diphosphate farnesyltransferase 1, FDFT1) . ACSL4 %
KE RN Ry R, TR, R A
SRR R DO R A 0 P 7 N TR e
C RS2 B Mg vy, i RSL3 5 R fvdk Je ik FH AE
2R R R R N TR BRI K S QAN
Jo SEMR A IR T R WG I T & BE5E 1 AL
3.2 BXAIRITREE: hEIEN S = RMZ

B — 7 R DR R S PR KGR N TR 24 T
AW, B, 5T 2006 P 05 GI6 97 3R g
B A B T I 7 80 G B T 1
8.2.1 iy hskwmwike ITHY SRR
SRR, al A AL BRSSO B v iR AT
M 25 o 7EA0 M2, WUET . 75 P MR AR AT 2 B
TR IR, — T T 2R A0 N N 9 S R AR
RN N, fE i ROSAE M. J7—F HH
FEGSH . HI 55 GPX4 Thfig, fll i 8 40 g 4k T k3T T
Gy IBOIRAE AR R L, WA T R G Xe 1 il
5 (4 Erastin) 5 GPX4 il 571 (40 RSL3), Al )
JiE BU R PSR AR B A8, 5 R AN AT 5 A I B A4,
I A b R A L AE T A . e DR T 9 S X
TR T AT RO AT T 2510 7 iR AR 8 )2 T
WI7 i S B RIE T HA e I, AT DAMP &
fERAMMIF (WITL-18 . TNF-oo), 096 B4 21K 40
L33 ST S e N 2K, TE R ¢ B M+
1 SR L IR S
8.2.2 A HHRTHIRS PIT-HRER
I7 1Y R [R)VE T Rl o 9 K 5 36 9 1 S F Y 7
] o BRAE T AT 3E i o R S OB L T b
TR 0 N B e R, E B 9 IR T R PR
ROR o FEDLH b, BRIE T T 09 i A0 AL AE T A
A WIHG B S O R . RS T AR, R A
MR RS R % 2 1 B1 (high mobility group Box 1,
HMGB1) . ATP % DAMP, X 28 53 - 0] 57 53 4 ik
B SOIR A0 A AR, 1 iR G 1] T 20 i 5 R Y
AE ), R4 TF RN T 200 i A4 15 5806 1k 5 T e 2
Fo RS R, BRIE T 51 K Y R B A A )
I G O I T S € A s NI T N
(programmed death-ligand 1, PD-L1) 55 50 K A 5
Oy TR FRIE, FRARMR A e R BE 1, T Y
i X MRS T Z /K 1 (programmed death 1,
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PD-1) /PD-L1 ) i 55 ) BB AE 00 A, k3BT
I F3E 0 4] P 983 AR 355 TR Treg . MIDSC 25 4 328 17 4l 240
MR DIRE , AT B T AT S e AR A, 5 5 BT i
T o PE IV o I DR BT 9T I 52K G SR I 1Y 2
HEWH . FEN B EREES D, BRIETE SR
RSL3 5 PD-1 10 ] 550 3% & B2 T AT 2 fie g £ AR 4 /)
75% , B RPEIR T BORSE T 40% , JFRESE A 3
PR RY B T R AR A 0 2.3 450 XM BB TR
S G D P 0 L A T+ B A G A A o) T A B A
M m e R, O v iR AT S IR T T 24
PEEIR T N A R AL TR R AR A A T
I 0 E R T RS

3.2.3 :mity Heku TS Hm Y SR
U R YIRS 0, AR TR IR T P R B P IR
BRI 1. ULRBLAEE . SR e MAUER R I
PRE FSE 1) 25 %), Al o 98 9 2k A8 T AR 5C H 1
ST RCEGE e 2 . BFRPESE, RS R 17
(protocadherin 17, PCDH17) Ky if 3% ik o] 1 25 48 5
I 958 200 1 3k 2 o JE 5 = AT T I U L UK
FET A Ry T 32 R e YR 9T 5 ST AR W R A W b
AW ER R IE PR R IR R B AR e it 2, AL B
R E LY 6 (peroxiredoxin 6, PRDX6) )
SR O R OGN R Z —, Wi PRDX6 A A &K
ST 245 20 B B R AT T BRI AR SR ORI R AR
BRI, SRR A T S80I R A i IS Bt A Ak K
I 60% , P T ARECR IR AR 2345 H
B, R W 58 IR IR J 22 4 P 5 A ZOPE AR
S vE IR R SR JE T 245 34 1R i % A T e o

8.2.4 ks HekmTHA WUT A PR IR R AL T
T K, R v I T AR AR R RN . Y &
S A 7 T R AN A R R AR E R,
RS YA TR EAATE A S, S A R b
B T AR . WEREPTIERET, i ALY IR AR Y
KEHFS (peroxisomal biogenesis factor 5, PEXS)
R o 2% 3K 5 T 98 ST SR BT VIAH OG o PEXS i R b
BB B YT LR A K 28.3% , W WAIK TR R 0K R
H. HEEfAWERE., Tz, FRIT AT
L1 PEXS B9/ T 40 RNA  (siRNA) 48K 15 . 18
I PR 4SS 28 v, 320 500 36 3k 0 R PEXS ik D) 48 i Bk
FE T8 BTG, b R AR FR 4 N A 83%, I 3 42
TE T ST BT R ROCREY, O TR RO 1 R
AL B A L e P iR Y T BUBT R AR

http://www.zpwz.net

3.3 IERFELHAR
8.3.1 s RXIILK  BRIE T4 TE IR 1697 Th i
I R % A © 3 AN SE T PEIR R B Be, 200 TS
TR T SR W 1) LTI PR 56 B2 e PR AT 9 BUAS B Bt
PEIERE, Ry JE SEIG PR A AL T AR

18 JRy #8676 G SR W TE S 1) B D R 45
| A5 (FABPS) 9 40 >k #& & IL 38 % R 4
(FS@RBCM/cRGD-phLips) M & 4 45 7 @l (RFA)
5 PD-L1 7 35 W TG R X 58 (ChiCTR2500081436 )
B s, W EdE BoR, % R TR SOK ST
I AN AR AE T O M R OABE R YT R R E
TR R B 45/ 72% , g 4H 4L b CD8' T 41 il #=
TR R LI N2 3 4%, WIRFIRITICG S
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