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Advances in methionine restriction for cancer therapy
GAO Lianchao s XIA Chaoyi
(College of Life Sciences and Medicine, Zhejiang Sci-Tech University, Hangzhou 310018, China)

Abstract: Methionine (Met), an essential amino acid, serves not only as a fundamental building block
for protein biosynthesis but also as a critical node regulating cellular metabolic networks. Recent studies
have revealed that various malignancies exhibit a distinct "methionine addiction" phenotype. This
metabolic dependency arises from the aberrant demand and survival mechanisms of cancer cells for Met and
its downstream metabolites. Consequently, methionine restriction (MR) has emerged as a promising
therapeutic strategy in oncology. MR exerts its anti-tumor effects through multiple mechanisms: by
disrupting S-adenosylmethionine (SAM)-dependent methylation reactions, impairing redox homeostasis.,
and suppressing polyamine synthesis. Notably, MR not only directly induces tumor cell cycle arrest and
apoptosis but also remodels the tumor microenvironment and enhances anti-tumor immune responses.
This review systematically summarizes the regulatory role of the Met metabolic pathway in tumor
pathogenesis and the anti-tumor mechanisms of MR. It comprehensively reviews the latest research
advances on the anti-tumor efficacy of MR in the treatment of various malignancies. Furthermore, it
conducts an in-depth discussion on the clinical translation prospects and optimization strategies for MR-
based therapies. The aim is to offer novel perspectives for developing metabolism-intervention-based
precision cancer treatments.
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FEREAE R N FEXETR PSR 2 —  HR ik SR Aie
FERIT AT 5 NIRRT ok T iR ki . H
i lm PR T e 16 7 T B ds TR DI LAk
TRITRICRA YT 55, (H X S8 5 BT VR AR VR T RCR A
B RIVE PR S 7 AT A e 3 Jm PR . B IR A
YRS TR R AR YT SR W R Y i
SR 2 U E LS O . AR OR B TR A
FERHE IR T SR W 45 32 0, P BE X R E B R
FIRE T IR m PR AR 08 e R AL R R
GP e A SR B T A I R N AT SR A
I 5T, B 2 R FR il (Methionine restriction,
MEO A Sy —Fi R 2 (Y 470 968 5, 38 o Ak £ sl AR sy
T Bt i 3 B I R 2 R (Methionine, Met) 45
AR BE S AR 3040 i g 2R K sl 4R s b g
RITRCR I H I TR AE IR T b Wos ) R 60
FRTE

Met VR —Fp N AT @ EE0R , TR R A B AEY)
B GHLUEE A RN 5 AR DL AR
AR5 0 M A b A S ol A B A v e Y S A 4008
(B VE RS2, 5 0E 5 A0 A LU, I 4 5 5 2 E
5 B Met 1, 5295 19 Met £G5S h I 4 ot
PRI B FGAE U RAR L T Y BRI R
JEE AT SN Met HAT b AR, X —1t,
W55 SN KB ] Met (4 BRI M 7R 97 SR mg $2 4t T
PR . MR TR IR YT oh i AT B ) 2 20
tezg ip i, B R B P Sk S8 1R B = IR IR
REAS o 2 0 ) g A R L SRk L B AR A
2RI e R AT g A R B R IR AL, MR 1
U A5 32 . BUAA WS R BT, MR Al 5d it
Z PRI A DU R0, AL FEAEOR R T - T4 by
200 i Yt TR AR D4 R W AL A 410 T e g 14
BE L R iR AT AR G 3 7 285 A AR SOk Met
AR AR AE AT MR B350 Mg HL I DA R 7 JL A
Jgg vy 7 i N FH A 5T R T 25k . B 7R N BT MR
(BRI T R I AR LSRR

1 RSB REE SRS E R b E
P

1.1 ETHRREBREAAEZEEL

FF B 2 8 1 1 (Methionine cycle) & 20 g N
Met AR BYAZ 0 3RT . 728 4i v . MR 38 2o BH
W Y Bt R R AT B 5 | A AR 25 L ) 1 At L 3= Y

FRIEAIEAR S-IR 7 H 6 & iR (S-adenosylmethionine,
SAMD B3 BRI Met #FFA: L 95 76 40 M /9 22 e 5
AR AT 2R B AR A A L T A B i
(R332 12 2 18 LA S 240 A A s Dot 2R A 4 #2470 e
TR, R ARG R 46 T A0 LA Met, Met 4%
R 3 o v R 3 A X % (Solute carrier family,
SLO) W2 8 A5, 4 SLCTAS Fl SLC43A2MY
ARG, FRR AR ATP (e &1 T . & W
KR NE T 7% # Bl (Methionine adenosyltransferase,
MADfiEfk B SAM™

VR A PN e S 8 1 R (R, SAML 7 P R
KRR (Methyltransferasess MTs) AL T 5 H
H L FE A 55 8% 2 DNARNA MEAREEY . 25
TN AL VR M55 % T SRS N 55 DG H A= ) o7
TEFE, XA i TR R A0 B R A L AR
DL e At e e R, 02 MIR Bt e (1 i 7
FWE I, SAM 28 VR K B iy i 3 J5 % Ak oy SR
T [F] 789 2 b 2 iR (S-adenosylhomocysteine, SAH),
Ja AR R H AR S N B 3 R R A M )
2 bt %4 BR 1 ( S-adenosylhomocysteine hydrolase,
SAHID BYAFE F T #F — 25 K fi hy ] 384 2 e 20 1R
(Homocysteine, Hey)™, Hey 76484 % B12 (4
e 20 MK 1 B OB & R A L B ( Methionine
synthase, MTR) 4L T, [ 4252 5-H1 2 pU S 2
(5-methyltetrahydrofolate, 5-MTHF)$2{itft H 3,
FOF A N AR 4ERF SAM W RFZE 4L 5, 1fif 5-
MTHF i 5, 10-M¢ H1 2% pU & i B2 (5, 10-
Methylenetetrahydrofolate, 5, 10-CH,-THF) i 13}
FH 3L g & 1R 34 JRL B ( Methylenetetrahydrofolate
reductase, MTHFR) i fk 52 i & 1 5 B 17 F- A=
Met #b, £ 4 B9 Hcey 1E Bt i B -6 W B
(Cystathionine -synthase, CBS) i1k T 46 & 4
JRBE 7 Bk ( Cystathionine) » #F A %% i 1% 125 (I,
E 1), 7EMEmiE v-241#% B (Cystathionine y-lyase.
CSEXMiE A6 T o Jbt o ik 7F — 20 % Ak A= nid 2 Dk =0 2
(Cysteine) s P e MR AL v-45 2T Dt 28 R % 45 il
(Glutamate-cysteine ligase, GCL) BB T &% v-
A& BB E R (y-Glutamyleysteine, y-GC) , I3
— A e H KA % 8 (Glutathione synthetase,
GSS) LA LA B H BR (GSHD ™ # . MR #8 1i1) FE
ot A R AN B 75 4 A0 25 5L 1% (] e 20 2 e
W T GSH 14 i, 3 B0 40 i F AL I 5
IA BT B A8 A 300 5 < A7 7 e 983 4 L
% BET IR o A B
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1.2 ZERAMER

Z i (Polyamines) f&— 2871 1E HL a7 () /N> F A
MLAL & W1, 35 85 B (Putrescine) . W K5 f&
(Spermidine) F ¥ H (Spermine) » 75 40 M 3% 5 | /3
b AT B 3 R 3 1k R s P R P G RRE
1 W L 3l Wy 4 M rb, 22 i 0 A R kS =R
(Arginine) 18 1 K5 2 FR i ( Arginase, ARG)-5 %R
W% [ ( Ornithine decarboxylase, ODC) &8 HIE
JelfF ( Agmatinase, AGMAT) 186 B8 b, B b
JEE R A R oA Z Y . ARG-ODC #8442 41 iy
e FEIE A R K &= R TE ARG LT
KR S E IR (Ornithine) MR % (Urea) - & & R TE
ODC FEAL T 43 I8 e A1 CO, = o A s R e T
DL 3 kS & R i #2 B ( Arginine decarboxylase.,
ADO) i Ak A= 1l ] 4K BT B ( Agmatine) , £
AGMAT fEACAK N B NIRRT o3 21
LNt 2 BB AR AN Y (EA5 TR R A,
Met U5 2 e A= W6 A AE 3 U1 OCHK : SAM MY
S H R S 7 A O A [ It 2t 22 Jie 5 1 20
IR . Met i MAT fEALAE IR SAM JF . SAM
il 2 eSS 2N, SAM 1E SR
i & ® M &R B ( Sadenosylmethionine
decarboxylase, SAMDC) BUHELL T Il 2R T4 1k b I 2
I SR T B OB & R (S-Adenosylmethioninamine,
deSAMDYE R REHRBEA , 25 2 e 06 1l TE A
it 45 B (Spermidine synthase, SPDS) I 6 1%
fiff (Spermine synthase, SMS) AL T . dcSAM #2

TR TR e AT {1 0 5P R 5 Ay T R IR fi >
(ULIE 2) . SAM o Al A g HY LA AR SAM AR5 1Y
F LAk B (gl 85 1 DNA H 3840) vl [a] 38 2
FEEAR A O3 K (i ODC %6) B % 35, 1 A IE ) i3t
TEA

TESEREH 1 W22 B ARG AR T, i ODC i P 1
T e 200 L P9 22 M 5 R R L AR AR A
Imada %V 58 % B, mTORCL {5 53 % A 51
Z e AW AT A R ) B R 4G D SA
( Eukaryotic translation initiation factor 5A,
elF5A) I KM A IR A 1 i 1 4 1 o 110 0%, 1 0
iR AN A4 5 . Zhu S50 R B 2 e A AR
SR 55 9 A R A i b A G, Z R AL e p53 1R
SR BB R E DNA BEHE AL (Thymine DNA
glycosylase, TDG) /) DNA 2= H Fe Ak 1 o g
A EWE 40 Bfg ( Tumor-associated macrophages.
TAND (4 i s il Ak il CD8 T 41 i iy 7t e 978
R

MR J&—Ff [a] R 1] 22 Jiie AR AR i e i g 3R
W, AT B ] 22 e R i SR s © e L T R AP T
1. Holbert 55 HIE T o~ 5 H 2 % &R
(a-difluoromethylornithine, DFMO) J&—F ODC
(AR, REAE 10 22 Bl 0 65 1. 8 v i 22 BE 2
JeLIeE v 22 M 1 RELORT A 48 i £ s RS B B ) T R
ARSI, R Ak S A Ky Y BE
DFMO i Bg 915 LIN28/LET7 i 8 , il /b #h 48 Bk
TR AR R & & AL RS B XU 22 L Zha 255
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REZA KA RHI 0] 22 e AT 120b4 ek 38 3 B [ 410 ] 448
PPN 22 i 5 B 3 5 22 I TS A LA R s/ 22 B B, AT
SEELAN M N Z2 B () A T RE Y . 2 R FEIR 5 IS LR A
UIReRERT 5| K 2tk 2 1 IR A I i & 4SBT 5 Ik Ak
LR 1T Caspase-1/GSDMD i % L) X
fEFHET- T E B GSDMD(gasdermin D) By S-H#
R A A, S S B R A AR T, AR T RSB T Y
A B T 8 A 2 00 ) o e T B L RO B o 9
G BE TN » Fe AT WMl b A K A A2, Lk
AR A 17 BRI 248 L 7 Al g T M B v A0
AP X R R MR Bk ] i 410 22 1A s v A A
AT 24, IR IT R 22 55 )

Omllhlnc

po Um/° |

SAM
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deSAM \spcrmidinc
{
Spermine
B2 ZREETEE

1.3 EARGHRRESKRE

Met 1 R 85 1 BTG Y 2075 2 1R , 76240 il 2
Yotk B b i R A TR AR, R Y O3 1
R AT R R Sy B A g A R g R R R U)A
M VR A TR A A S R - Met 78 BH IR
TR R B Rk AL, AR dn i b, BT A R
P13 8 1) R e T AR T S s PR At 2 i 4 B o
RNA ( Methionyl-initiator transfer RNA, Met-
tRNAD » 4 BT 2 806 R R 4 A A DA 3
B AR ETHE . MR 51 & 20 il A AMEEE) Met fit
AN JE 3 Met #6385 1A 1 B )0 Re 28 2 Ay ik —
A R & ST, JF MR O 0 41 i Y
Met-tRNAI (19, BT #3568 06 2 6 Y 19 B i,
MR i 2R3 AR JHF JEE 0 JUL 19 2 71 545 1% Met
Tl 2 YT 2 R I L AR VRl LA B P R R T
2-o 1B 4 (Eukaryotic translation initiation factor
2-alpha kinase 4, GCN2) , ill i B R 1 eIF2a, #1 il
FEEFEES A 3. MR X F B A R 6 AS
SEAN GON2V R A7 7 oAb i 45 s 42 .

PRI RS2 s MR X g 48 A % 28 11 5T & B AT e
A SRy P A, JCAEAS [R) (4 470 b 98 B o A ELAA
VEA TRt — 20 5E
1.4 BELBIENSHRRIEEKRE
AL 1& 1 (Methylation) J&—Fh T 2 F1E T

AR G OGRS A PR PE DL, HAE o MTs
MIEALVE T, 7245 A K5y F (24§ DNALRNA
DL AR SR D B9 R B A0 O i B 3
FeH (—CH,) , sh AR H A MRS e M Th g s v LA
RS F BRI EAE Y . SRR S
(1) e A R B IR DG JLTP-7E A (R 98 i vh R
TSR AR R R Met il i YRR R BRI
W& 5 AL T /8 MAT #16F,Met 5 ATP
FNE A G SAM, Ji5 #AF R T v R A, 28 MTs
(I DNMT,HAT/HDAC %)% B 3 (— CH,) ¥ 5%
% DNA & A4 E HIE Y s SAM B i
SR AL SAH, #E—22 K f# A Hey, Hey Al
W%ﬁﬂf@ﬁﬂﬁ%ﬂﬁﬁﬁﬂE%ﬁﬁé%ﬂ%ﬁﬁﬁéiﬁi%ﬂi‘t
FIRFE Met (WL 1), X — PG LERE T H IR
IS5 5 . SAM/SAH H 2 B LAk BE 7 B G fk
AR 7E MR TR . BB B A6 ERBIL  FF
FLHEAR SAM A REZ R S B Ak s g 4 i, B 34k
BT 1 2 I AL ST

FH S ARAE G A S 10 28 038 15 2 9 J& MR A9
EHOMIEHLE . MR 5] & DNA B4 5 ik B £ 1k,
KA B FHRBUIR A & A . BRI DNA & H
FEALIE B 509 A S T A G DNA IR 46 0]
A B8 BURRE L O B e RN R L (e
AMEAEY 7 MR (9 4PF T . SAH LR & fi
R ) S R CAnm i 2 RD 2 B AR T s - 4
DNA I 285 il 100 41 7] 01 25 H 35 245 99 26 410 il
DNA Ak, AT 30 ask 336 5 4100 9 5 PRI 8K L 15 52 o 9
£ 118 G 75 DA AR R 428 S 2 0 T e TR O B AR
BRI S, MR 5 S 0 4 (A 34
T G AR bR ) 1k R v R A SR A, MR
R H3K4me3 7K, il {2 98 J2 R 5 57 s MIR [
ik H3K27me3 th n] BHLIKT fRs 5 4k 7

T I JRE 4 5 184 5 2 MIR A9 7 2 470 b 83 ML )
MR 1] 38 18 2OAR G 2 A 2 G S m A 34k
PEREHT IR e, R FEE Met 0 YTH
ZEM I F R H 1 (YTH N6-methyladenosine
RNA-binding protein 1, YTHDFD /-S4 m°A H
ek, MR R 58 /1N BRUMRE P 06 528 4 A 32 i 70 43
A s FE KN BRI R0, MR RT3 2 5% 0 2R 1
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HFRR-IR 4 82 A WL (Cyclic GMP-AMP synthase,
cGAS) HI A 14558 cGAS W BT I e I 25
SCERX T R RE IR T AR L, MR i 0] 3 i
A B H K T & L W B 4 (Glutathione
peroxidase 4, GPX4) {7 i 40 Lk 0 T, BRFE T
S — PPk B T 1 P I T S Ak A IR sl ) R T
HIAE Ty 2 TR IR T T ) Iz 9, GPXA &
HOA LY . MR X S0 R Y 4 SR v 4
Ak S ) 32 A 45 B AR W 2 o B R R HEAE
MR X K 22 850 e & A ML RN B B e AL ) A7 AE
TRAE R TR 56 25 L 1H MR 78 A R AL Hh il AR S 8
RS
1.5 SALIEE kM

Met FRi-5 4i i S8 AL SR RS 1 I AR R 2 D)
3 F IR R L X —AH B A g A= 2 vh B R
PREZME. VBN Hey B UMHTRY) BT, Met 38 3 5%
Wi Aey GSH AR it bt zme (WL I8 1), 4R34
M EERPUEAL R G A R
Met fR 550 3 4 i 2 18 3% 2 GSH A= 90 & s
BRI ROS 195 BRAE 1. Met AR5 1 2 Ff
MU S 58I R RS A 4 15 . bR AL T L
il 38 A GSH 3 [ ROS; Wit 2 P8 AL
SAM # i ( DNA - H 3% £k 0] 5% i T 42 £k il Can
SOD.CAT %) iy 355 s Met § = 5 % (4 Ja 5
F 5 A B % 11 T B 52 1) 40 B 1) A 3 SRR S
. MR R bR 40 i P9 GSH 7K TR [, fifi HE
ROS ¥ & 09 8 %€ T~ (Ferroptosis) HU M i & 1
IS AR R R A9 S MR At n DL 4 1
SEARAB A AV A I 200 B A D Y 17 5 | ke
P g A R AE T Met 78 B & R B 2575 - 0 ik
FET R SR A, AE R R PN A9 MR 4b 3R
S IR EAN ] GSH, 4 B[] (4 33 25 Met W 25 335 5% i
R FZF 51 kW GSH T K. 1755 I 20 i ™ A= 2k
FET-HEHT 0

2 HmalBRE SEERST

MR A — Pl 7 24 B 88 1 0T SR T 4 R A
SERAIF TR R Hh e B 2 AP 7. Met &
205 U 1 o AR IE A BRI BE Pl 75 1) 2
W2 I S Met F 5 3K 2 25 i T 1B 40 X oy
MR JAY7 R RE SR A T B IR . 7RI R Oy
T8 MR A — Rl BvG 7 3 B, vl 5 52407 ik
I el R TR L AR AT RCR I 08D
TERSY . BHHT MR ) 2 FhuE dLE 2O 1z i

FECULE 3) MR J7 34 B9 HIAE H AL L 45 B
LA AT 51 8 25 22 Bl ReAE h U R

” -
e

/
//Iumnr migration and invasion

3 BERREBRREHNIERRASTER
2.1 Hlfs

P LS 2 — 2 P 3 L1 4 B Pk e A B B i
MR GEEE I L AL P S st 58748 | PR 7
BN AR R 2N R HAERTY ARk,
B[] AT AR R W RS 0 e (B S AT R A
P4 K B 21 B 3 0975 ( Acute lymphoblastic leukemia,
ALL) 12488 &2 B L% (Acute myeloid leukemia,
AML) W) EZRIT F BT A7 AR AR 16T i
P A ARG N ™ i ) i 245 R 52 RV BR ) 1
KIIFRL, AR R A o 1 I 200 i 300 o oy
(1) Met AR AR R PE—— L 19 78 A= A7 =i B2 A T
Met JEERIE 2R ERE MR J7 78 5k 78 IR1E Se 36
ST R0 P 5 R SIS 8 A ] Met A58 % ] BB A
N RBALGR TS H 7 . BRI, MR 5
A B 1) 245 0356 FH ] 7 A D ] e B geE 00, HE
LY SAM 7K V- Kot U0 2 W 5t 4% FR A, 38 0 11 1
TR AT IETT A e

MR A {2 30 AML 4088 A9 52 B TE A AE 711
FFEIETY . ARSI ST B, MR B & T
AML 40 g Y 584 58 FIAF 7% » Cunningham 25 F1] F
CRISPR/Cas9 A i bk AML 4 ffd i () Jot % k- -
ZUf Hf# (Cystathionine y-lyase, CGL),CGL k4 fifi
5 AML 4 TE M Met A B b &R . 240250 A A1
TREREE TR AR ECE e R LA 4R AR A7 T H MR BERE
i GSH RYFESE I AN N ROS /K-, iR &5 5
4 %€ 7oY. Cunningham 25659 #F — B4R 4F T
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MR Xt AML 401835 /9 52 M, & B MR REfS 1 3%
P AML 4 0 i) 42 Ak R £k, 5% i HE g o AT
MR HEE 158 AML 40 XAy 25 9 0 o, 24
Y H 41 (Oxaliplatin, OXA) BEA 1 FH I, figts
BERERITRCRT . XS R R, MR R
5 LRI H) AML 403 4 A 1 RAE 3% %) iR g g
I Z AL R A T BRI R O E IR
MIZRAIRYT TRAL T B i SR
2.2 ZERE

25 B W98 (Colorectal cancer, CRC) 24 ¥k H
RAIETA A AR A0 & 4 35 B SE R F5 2
BTG R Tz K, CRC 127 H AR BUS 32 E
AT I 22 FE B < A4 a5 % XU DXL 28 A e 131 T
A AR Ve S R P T DL 4 B 2T
55 JR T IS A R G A . MR ] i
i 9e A 358 R 175 s 4 L P 5 D9 7 35, R CRC 3
ISP RIPELEAC T TS M . MR 75 22 9B 58 b Bl 3iE
A BT CRC A7, Nicken %17 fii i} BALB/¢
33 i 2 Ak I %2 SR A 58 Met T2 2 75 BE 52 1
JH 3-F FLfH B (3-Methylchrysene, 3-MOC) 4 ¥ J5 /Y
/N ERURSCET 24 200 16 1 1 5 Ak (3-MIC 2y &1 EY i 98
IR, KB MR e 06410 1 Brbgg o b ™= A= o /N B
ST Yk A0 4 PR AR 32 Met JKF- 19520, MR £ %L
WG T RERE AR R FET, Yue 2555 i AR b 20
i S 56 A SR TRRIE 5 4 B BR ) 5 AR L PR (f 4%
Met)$5 A AT 3 58 V0T 8OR . AR N B A
B S FE R IR ) T 2 Ak BN R 2 BRI s BE
R T 4 (Treg) 04k, 84 N4 d4: T 40
(CD8-+T) i, & & Mg it CD8+ T 4iiffl 55 Treg
S I 1 L A7) e X ek 98 0 B Y S R A VE s MR
B EE 7 IR BRI CRC 4Hpf i 4K . 3F 5 PD-L1
T 300 7 A Py ) SR N L S R T VAT AR,
Fang %5 HF5E J2 B0, X6F I8 40 B 2E 47 S8 B Met 1
Zr 40 7] T 71 SUV39HIL, B cGAS H 34k 15 1fi
e 1 LY o I i 15 2 N A0 I, ) 4 5 4 e R e
B, ST CRC T F e 23R )7 3R, aX
SERFF ST 25 B, MR 1R —Fp 8 5 T TR %, vl g
BR CRC IRYT WIHT 7 1) R PRIA YT #2478 i
B
2.3 FRE

FLRR IR A R P b R s i i R JRERE , U2
SRR RE A DG AU T I BRI 1, AR
K, BB 2 AR TR AR T NS T ROR FT , L
(1) IR TS 5343 RIS W BOKS 3R 7 S50 A f

R 2T R IR B 2 (%) 35 BB T SR W A 4k
TR, Horb, MR 7 EAVE R 26007 s 723
g SER AT 0 I A% L U B2 -, FERL
PRIEE s el — B FLAR & (Triple-negative breast
cancer, TNBC) i1, MR BE %3 i 22 Fp AL i 410 1 2L
A8 4 38 5, SR B KR AIR YT I Y. Lia
SFVRIE Y R IR TEME B R 32 AR 25 4 B 11 (Estrogen
receptor-binding site young protein, EMSY) § 14
1) TNBC 3 . Met RIS A] £ 57 5 1 BRIl 120
Jitl CALDH " 41t , I 5 Z R IR AT B mRAZ R &
fiti (Poly (ADP-ribose) polymerase, PARP) fiJi i3]
Can B RLMAJE ) B[R] 40 ] ek g A= 4. B ET MR IR
B+ BAAJE "R B IR YT 7 58 U R B 1Y S5 AL
B 01 & HEIF 20 IR 1Y B8 0 Ok R O R A AL B
B MR 3 AT DU 2L 4 3 st 4% 1 45 L A kR
i R e O B R AR B A e g 4 L i) £ 3T
M, FESh W R, MR 3 0 T R Y A=
Ko RAER T I 00 A A7 D 5 A I A A g
B1, MR BRI s AR HETRYT CANARST RN BURCR
Malin %7€ TNBC "UEB] , MR 3 2 i 5 6 Sk
HH Hi4 5 (Thioredoxin reductase, TXNRD) it
K ZEEE T IR A M R A A SR e S . X R AR
HFEAAN ] T e 40 B 00 AR 4G R T iR T A
BIT YRR . MR TEZLIRE A T B i PRI g
7 H RS0 R A5 0 R e 6 B MR
EA&GGYT T B A 60 I, BB A% 58 & g x4k 7
FHCT? A BURAET . MR A —Fhokb 78316 97 5w
i T xR GeIR Y7 I 25 /9 bR {3 MR 7EFL
JR IR YT A R AT T i — SE B A AT A4 MR
1) St 7 28 L K AR i o Bl 5 42 52 X FR YT Y AR
FREUARE YT R A BI04 [ R, RIS I PR 3 56 %
TPEAG MR 7EAS [ 9iE 28 8 v (97 s m 2 2 Pk 2
SKEEL
2.4 HIYIRReE

17 51 B8 (Prostate cancer, PCa) J2& 55 4 IR
A2 B ZR G0 i LR S bR o HE R R A ek S
PRI S 2 A, ARIAMERT S R VI BR R (Radical
prostatectomy, RP)ZJRIFRIE PCa FIFRIEIRIT J7 2k
Z U, Wl PCa BREMBET A B 8, A
14 S ZE f o DR 2 A48 AR IR B AR N A A I DA S K
TR AL AR 1] 25757 PCa 0 & R AL 1 R 58 4 1)
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