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Signal regulation and treatment strategies of

metabolites in cancer progression
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Abstract: Metabolic reprogramming is one of the hallmarks of tumor cells. As the results of metabolic
rewiring induced by genetic mutations, altered gene expression or relevant protein modifications, the levels of
many intermediate metabolites are significantly altered in tumor cells comparing to that in normal cells. In
tumor cells, these metabolites can be utilized not only as substrates in metabolic reactions, but also as signaling
molecules to regulate various cellular processes. Recent studies have revealed that metabolite-mediated
signaling regulation plays vital roles in multiple stages of cancer progression, including cell malignant
differentiation, proliferation and migration, thus driving tumor initiation, growth and metastasis. This review
summarizes the recent advances in the function and mechanism of metabolites in cancer progression via signaling
regulation, and discusses the therapeutic strategies through targeting metabolite-mediated signaling in cancers.
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RS R o AU G R 4 g — A
FROE™, SR b, RN AR AR S E
TRV S RE g g, AT AEINEE . 4
JiL P ERD A s 2 i K, AR e A R A 2
FEL, B LERERIE ., ARG, F9% %
S R B BBz .

AAH G HE R R AR L Rk % IAH G E I 1Y)
Bk e e 5 R AR RN, SEUMR A 2
FACSE H E S B R TR AL . H
WFFRRY], X LAY ) 7 W R AR TR R 1
Ry T EEAEY, Flin, BTSRRI E
1/2(isocitrate dehydrogenase 1/2, IDHI1/2)3& K 555
AR AL I AR S SE 7 AR R -2 - 58 % TR (R-2-
hydroxyglutarate, R-2HG), TfiIE# A= RIIDH1/214#
AE o I% R (alpha-ketoglutarate, a-KG); ¥
H18& i Z 8 (succinate dehydrogenase, SDH)-15 %E#H
RIR/K A B (fumarate hydratase, FH)FJDREHR Y
RAFHMBAITHR S EHARBRERM, X
P 28 35k [R] 5% A8 1) AT R ] 22 o - K GRORSE A il £ 9 14
820 £ R A 24T N0

g, AW AN LUENEY S 5
AU SR Iy He ol AR K S ik ae T HL AT BAE
NESHTHEAREES S, S0 ECh R
PR RG R H BT D RE 2 T R 4% 5% M 4 i A )
AR, Hop, SR AT 5 S A Y RN 4
&, IS B E B, FlunpEiEd.,
. ZWEAb BRI R LA T Hok, AR
W& AT AE Sy e 2 i A2 1 ¥ (chromatin-modifying
enzymes) KV EAHRE ] 7~, 2590 AR AL
SRR BeAh, PR A A R R ) S 40 A
SENL R A A, FLRERT DU JE 4 R4 BT
fEThRE, SCAT LLS O R X 38 A 7 7K P K&
AEARAY, R AR PR R AR E S AR A
A 5 YRR AR A 2 i 0 F) S A A L 1
VARG SRR, EMIR R AR KR
SRR I EE A O

1 FERH
1.1 = 3£B8 ANt (8] =4 (tricarboxylic acid cycle

intermediates, TCAI)
SR A, MREAREERE A

S VE 7 (aerobic glycolysis)” 4EHF H & A E A K
&, ZRIRIEI (tricarboxylic acid cycle, TCA)id
TR 52 240 o AHTCATE R S o (] 7= 4 [ F
TEMMRE R e R B B o 5 S0 40 e B AR
MTCANEI LR R IF & UEY R 7, Fritz
bb, —EETCAIFLLEZ S E AR & K G
W J R AR A 1R T, AR BE R R R AR
R

1.1.1 R-2HG

TEME I, IDHW KR, FRE
¥ oa-KGIt JRNR-2HGHITE M, 40 AR-2HGI/K-F
7t & 5 o-KG/K P 1 FEAIC W] i 22 MR 4
T EMA T K. 5%, R2HGEE LA
BT 5 o-KGHAIE 2 8 B 2 AL Ll KDMA4B
SO A A TR Y, BRI A 4 R H3
HEER9 = H 3K (H3K9me3) /K 7t 5 H f2 DN A
BER T 5L, DNABE DG4 1) 5L 20 2
PIARE M, WM S s kA Ik, R-2HG
A 5% 1t 410 1| SDH - 3 B 3% #1119k 47 i A (succinyl-
CoA)FEA KL AT R RN, SR BN T 1
LR D BE 7 W P40 R A5 T bk, it — 2D AR
HERfR RN, AR, R-2HGH] B R FRKDMA4A-
DEPTORZ 45 & X mTORC1/21 40 HI1EH , ¥
JHmMTOR X H i (PI3K/AKT/TSC1/215 5l i,
I B )R] ORE AE RR 2 IR PR ) R AR R R 1%
MY,

1.1.2 0-KG

o-KGTE IF 55 2 23 40 i o R 4 4 1 B DR 2 A
SR E VR ST RE, HKSF PRI A R-2HG )
AV RS S 2 M R A E R R,
TERN IR R R R E B B, o-KG AR 1] Rl 4R AR
WHaE R IR AEH . Flan, 7L AR 40 f FREL
TR S5 v 1 TR B R FH DA 7 A2 1 7K P I 0-K G
J 5 0 O i U 2 AL 8 (prolyl-4-hydroxylase,,
PAHA) FVE A IR R R R A Fe kAl JE T b
FLA I AL R AR
1.1.3 & ] % B2 (fumarate)

N T AL FL SR B 4 i s Hh FHOR A R A8 I 2R
W, B, SRR M N RRUF E IR AR
A6 i 5 S 6 200 P J5 b ) [ VR A B PR -7k 0 ER
(phosphatase and tensin homolog, PTEN), PTENL
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2 160 o B 118 S35 AR A AL 3% TR A A i T R A1 I R T
M5 . R T M I PTEN K X X PI3K-
AKTIE I K FAOREEH, J5 2 OS2 1 i
A K IR T L e

= iz - 18] 78 i % 1k (epithelial-mesenchymal
transition, EMT)#& b R 40 i o 5 i 5k R 3R 04 52
B4z, DR T AR A5 18] 78 5T 40 i 3 Y ) AR A o
o 2 JTEMTRE 2 (1) il e 200 o K7 s L A 241 i 286 P
AL F- 0k 2D« 40 i BRI AL SR AR, DR A S
SRR 2BV RSB /1. SciacovelliZs! THE 7T &
W, G R BR NG BN HIDNA 2% L
METET(ten-eleven translocation), HA P2
YE F FImiR-200ba429 3 1 1 2 X 35 FF = AL K- T+
L, RIS, E T EOE AR I EMTAH G #e 5%
Klf3eik, 58 1 MRz s) 5 he
1.1.4 4745 82 (citrate)

RN, EMEARPRREARRET, =
I3 A 7L M 4 o ) % PR SR AR B (phosphofructok
inase, PFKP)FIFTELIR &l (citrate synthase, CS)7r
BT, KE BRI R W EY AKT/ERK/
MMP2/9%545 5 (Lt MR 4 fL i 1B 3l . R 28
¥, BARHUEH T,

1.2 HEEER Y ——FL B2 (L-lactate)

ANE T IEH H A0, e 240 i 2985 % (1)
T NEYEAS 5E 40 R B A AL LR o FLER XS i
J68 24 . % S SR TR S5 v R R A B S A R A
RAETIZW W .. BAAR T IR KEERD
HARHLEI AR B>, (HEAHTFRERY], AR
A58 R B A R IEE SR ER T
n, ARSI, AR 5N-Myc il 2E R 3(N-
myc downstream-regulated gene 3, NDRG3)H 4%
IR ME Iz R, NDRG3 & H #UARaf-
ERKAE 58, a3 17 i a3k i 98 20 K 2 i 98 Tl 34 15
I A A RN BeAh, LinZU" R L, AFLRIR
J84 993 5 (human papilloma virus, HPV)i% S/ & 2=
20 B LR i S BE A (lactate  dehydrogenase A,
LDHA) B A MMtz e fr, wisEd—MaEs kit
S N AE R a-F2 3 T R (a-hydroxybutyrate, o-HB),
ZHEWMFENFH3KT9E H A, BusPUEH
KR 5 Wntf5 T@ B AH ORI R KL, AR
Jie g 24 o 4 B A e AR

1.3 #&JF (glycogen)

B JEAE Sy O A X o e R R AR
VIR 3 ¥, 2 I 20 i v e 0 B 1 32 A A7 TR 2
HRw BT RS M KA K REVIMEK. A
iz 1 PR IR BRI B e kA ) Bk B,
H A Mo i & R -6- T BR B¥ (glucose-6-
phosphatase, G6PC)ZIA T i F £ &5 bk i R AN,
FE ik A 4 B (liquid-liquid phase separation)ff H 5
Hippof& Tl & h G B LR R Ak, 55 H
X FYAP(E Sod e A R, AT SR BN S
RN,

1.4 BEERXHEIR 12 (pentose phosphate pathway,
PPP)r ] 7=4J]

300 S A L e PR T O . AR R
FAGIERFRES , PPPXT4ERF b6 40 H 1) 38 5 % Mg
ARKBAT A FEH, HAE YW KIS S
AR IFE— DR g ke . Mo i, 6-
Tl R 7 %) BE L & ¥ (6-phosphogluconate
dehydrogenase, 6PGD)if P ki %, {E i PPP K
HHRSRNARIG M. Hd, MRS S RS-
P& #% Wi ¥ (ribulose-5-phosphate, Ru-5-P)if i 521
fTF#EEB1(liver kinase B1, LKB1)E &4
AMPK/E 5 il , B 1M W0E £ W 5H A RIS 1
(acetyl-CoA carboxylase 1, ACC)FFEdtfgi&
B, PR 4E M BE BE 5 R AR K Rk — 2B
IS cig
1.5 jR¥E ZBER-N-Z Bt E #E BR(UDP-N-acetylglu-
cosamine, UDP-GIcNAc)

UDP-GlcNAc HI i & ¥ 2 & 5 OB & g1
(hexosamine biosynthetic pathway, HBP)AERK, =&
T AEE -N- £ %) B 2 (O-linked  B-N-
acetylglucosamine, O-GIcNAC)YEIR I 7 FHEA% .
O-GIeNA B 7K F Tt i 45 W\ Dy 2 Ji e 200 L ) 32 3k
FRIE. HHFFE, UPP-GIcNAcH] &1 il 8 21 i
G S AT SRR B, 2E Rk
g R A R RO N, fE R AT RO R,
YAPHE H T S10947 s K EO-GleNAcE M, H5 B
e LATS 1R AH ELAE F DRI Ao, iRtk K -F
FEAR 2R A5 B = () e R s v 1, e BB 2
DR 3 TR FF IR Sl ey R AR 20 T, R A - 6-
T 2 /I 20 (glucose-6-phosphate  dehydrogenase,
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G6PD)IS84NL i AEIRHAUE /) T A A 0-GleNAcfZ
i, E SE VR T R R R T PPP AR Y
KT, AR PR A A ) 18 g 5 e A R

1.6 FEEEERIZ{ZR(glucuronate pathway)H 5] =4

R T TR s A2 2 4 T ) W 20 b A e R IR R AT AR
W A A R BB, 40 B AR A — /NS 9 i
PEEN AR A% . A EIBA I — TR F 3 ],
o )7 0 PR W T 7 451 B (UDP-glucose) Al #11f]
RNAZ & HHuR(Hu antigen R)5EMTAHH I
SNAII(snail homolog 1) mRNAWAM EAEH, F#&
IRl LG B0 25 ) B AN R B it . SR, YEEGFR 53
T A M R, PR R IR A 4 I LB (UDP-
glucose 6-dehydrogenase, UGDH)&EWERIL I 5
HuR%: 4, ML UDP-glucosed: ali JR H W IR
Hi] %] WE [ PR (UDP-glucuronic  acid), M55 I
X HuR 5 SNAII mRNAZ & HIHNHIER], SNAII
mRNAFEE VE I 98 IF KA EMTIL e, fie &ALk i
R E R R,

2 RgHi
2.1 Z BL4#EEA (acetyl-CoA)

LT T A BV 2 e g 4 f b A= K e 75 1) B R
AR ERE, SR A A 1) B
TR, X T R 4 A A S MR R R R OCE
B ITCATEEAE MR 40 i h 3t o 52 2 PR 1), H
A i 6 4 B ) 2t il A B 22 SRR T
REACH AR, b S B il 1) 20 s M el A ] <3
HOBHBARER R, il N FEAR ML
B R R MR R, AmMpEt, TGF-B
(transforming growth factor-P)%5 A K F il i i#is
AMPK(E 5@, MHACCIHENE, LA
EMMET S ST EmAaft, ZmiHEEA
D) ER] % 2L G B AR AR I8 12 (acyl-CoA  thioesterase
12, ACOTI2) KX M RERR, =355
T X FSmad2(mothers against
decapentaplegic homolog 2)54H 5 H LBk L&,
WOk b R 8] 78 B AR S B K Snail . Slug Twist2
SEfFRIE, YRS SRR N AR R R R,
HAWARKHE, ERERRKIT, LB (acetate)
H 2 BE A B A & B 1/2(acetyl-CoA  synthetases 1/
2, ACSSI/2)KEMEMEROBEHREA, BEMHE S

JE 5T & R AH 5% 35 DR 1) 4H R ) S e Al oK P L R A
AR, N TR A A R A B v AR R A A4
Wy, kT 4E bR 48 AR AR R R T I AF
W HhAh, FEIR T R ATP-FT AR IR 2L 1 i
(ATP-citrate lyase, ACLY)M)mRiE SFELMEHIEEA
SRR, 2N RHED OB IR
T3 iR 2 8 55 g AR K
2.2 fERAER(fatty acid, FA)

IR 4 B 3 R R AT G DT R M AN Sk A i, T
& AE B 2 g B AR R = 4, mlaE— 2 T
BRI G IREAE 5 0+ 1= A DL Re B i
£, WT4ERMERRATES. JFH, G
P, FAARLG AT LIAE NAE 5 40 118 e 48 i vh
RAFEFAERP . LiIgPWEsu R B, o0 598 40
e F P v AR A R T R AT IO NF-«BAS @ %, 1
NF-xB15 58 I 1) 30E B8 F iR L AEy ) R4
B, I ROE KRBT DUYE RE4E I 1 5T IK3)
N S 1Y R AR . R, N IS s e A0 A
EMTAH K3 R R 30 5 R IEARAS , (E R T R 32 14
CD36H) s i Rk, FFI T Jieg 4 o i 7% ki e e
77, FE/NRAL R 3R CD36 )L A5 it g 4 o 1) &%
R J15eaiede, B DLRA B &I AE A
2.3 BB[E|EZ(cholesterol) 5z H A AHC = 41

JIEL ] P 2 — 7 I 4 M VS B R A A
MBS RGP, I aes 2 FomiE ik B KR
FHUIAIG, AH A MR o i B Ty g 1 A B
WAL, HT 5 e 4 231 vy AL ] e 3 55 ] 552 4
JIg J7i 41 P i AH 22 25 A (adipocyte  plasma membrane-
associated protein, APMAP)f#i H: 5EGFRA& A +HH.
YEFH, EGFRI A 7R fF R 4], 48 ik
[HERIE N, 55 FE I EGFR-ERKAS 58 2% n] {2
TR 20 0 K AEEMT O 58 e #1270 IR H., ETE
Pt AT 34 458 v ) At = 4 A T e A 4 A e
FIPER . B, 32 5HR (mevalonate) 1] M T ¥
i Hippo-YAP{S 5l %, 84541 fiz s AH 5% 5 4]
RHAMM )% 55, a3k 17 {2 gk 7L i s 40 oz 30 5 4%
00 HAEHE TR, R A0 BRI IR R (bile
acids) 7] ELEEIE YAPAS 5@ B JFH R 1 B & (1) JIg D5
IR b (fatty acid oxidation, FAO)RUiLFE, IEAR
Tt 98 T K 5 S R A i R A R L e AR
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3 S EBAH
3.1 A SRR (glutamine) & EACH =4

2 PIACH M AE S5, i Rg 4 P B 0 AR 5 =
P AR P AL Re B S B U Ry T, BRZ B A
P e XoF I e 4 B P A R RN A 38 2 1 R Re e . ]
FEG R B A E R, R B Z s =
FIIEEGFR-PAKAE Sl i, HETT 755 8 20 i
A m K B R AR DL B R IR S i, 4ERE I
AN A TR R TR B AR IE s

WIHT TR IR, bR 40 B R T C ATIE 26 52 31 R
i, D]k A TR M AR N L Y - KGR B oK
P o T o Rg 241 f ) a-K G BA I (D =R TCATE
W, —ERE LAEFETCATEMMHIT, SEE
YERNE S o RIER MBI . A% JIBA B FL R
B, MaRiEY, BARMEN(glutamate
dehydrogenase 1, GDHI) S3844 kAT R (LAZ 1
HHIKKE GHRES, R AEmkEo-KGY
IKK B4 & ] HEWIENF-«BAS 5@ g, #Eimidist
VI GLUT 5= D] (1) 32 325 38 10 4 B x4 45 0% (1) I
e, (et FAEE 3R R 1N AETE S R A K
Fah, 2R A A E R GDHI AT 4E 4 i
Wa-KGHIZE SRR K-, J5 3 BARE G IS
B W 1 S B A I I T R R N A
SPAET, S8 SR A4 M S G AT MR AR K B B R AR
R,

R, NS SRR A AR 1 I 4 i A
AAFAEIDH /2584, (H FLJREAE T 40 i v S Bk 2k
IR 21 (BCAA transaminase 1, BCATI1)ZEI 7
WERIE, AN a-KGELMEIIER T & 2%
ik, TETHE BEMEF 2 252m, a2
LT IDH1/2 983 40 i DN AR FF AL (R RFAE, 3F
i T fi 51 RS 1 I i & A
3.2 Hit SEER

BRubz Ah, Hofd 2 2 B 4 & I AT Re AR R E
ST E5MEKERBERIAELE. fla,
L oh 22 Z8 R Sk Z IS, 3 R 40 M v 22 2 IR R
B, FHe-KGHKHMEMHIK2Tme3 E K, RKIH
A% 1) B 2 A B0 4 T A 30 40 A R e 0 R AR SR 4
. e R B ) R B 20 BR (methionine) Kz H A
SR E A A, oF T R A RO E

I 2H 2 R A B T AT 5 BUR R S 46 4 i Ak ok
B RESID . AL, XiangZEUUREL, BRI
PR ok il Mgl Wik iz - 2,3 - XU %808 1 (indoleamine  2,3-
dioxygenase 1, IDO1)HIAUH =¥ K IR 2 R
(kynurenine), B EIEMAPK F (s Sl gk —
SHEMIDO1 A, b IF S 45t U 15 L i) e 26 ] e ik
B

B AT I, SRR T HEARET . ARAC U Bl L
AR I A2 () AU A 7 e e K Fe 1) % A B B3 ml
EEZERES REERED.

[E i 0B O R RS AL DR PR
oA, X R ARLAE 22 ML 0 U 4R R R B T
HEAE TS RUWBEHEE, i 5k
g% I LSRR e, A FEUME KA. A RS
Pl R A R 5 R ML AR BOR 22 7, R BR
Ji AN IR 855 A i AR B ) (oncometabolites) 1 22 AR
55380 4 AR W (0 b T R Ok Ak B BB
YERM

FE IR TE a0 R FE M B, HG 240 it R Jek 38 B
W R ERKESEREBERDR. H—7
T, TR s P 5 e I R AN SR I, SRR N
BHE RIUE TR = RARERPIRAS o s 40 M N K
AT P R A A AT 38 I 22 Mg A 4 4R i 9 4 i
TEIXFRORES N A7 s 5 58, 33 o 2t s
HK.

iR e ¥ 2 T BURRE AR AR TS I BB R 2
—, O R A AR 4 MR A R R A SR . R
WITH HRZE. WBEME. RWEEFBUER. 7£
TR RGN SPE R m e B DA i 4 8
T B R A1 o T e 4t ) £ 2R 0B S R
¥ Z IAAAAE R 2R IR &, AR m] 38 B0 b e
2 B B #7515 5 B R B F8 2E [R) Rk 45 7 3K
UK AT e e R AR RS

4 EBEAIEYRBhEIZET 58T RS
4.1 ETFREBEZSHKHI D FREFHES
bF

AR} 2H & (metabolomics) & F8 45 F BLAL 2 T 42
ARXTRE € AW R AR 34T &R G0 0 e T e
T BT MR L2 2 A AR ) K SE AR A
FTIEwHAS KA T EEDH, RWAHRTEEE
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« R2-BTR
- HER

o AR TR
« LEEHEEA

o o-fif I R

. YHEB

. AR

R

. EHER * CBUiREA
. FPEER s
- RE—mmwaE 0 MO
. MR R - PR

o RIRER

o MEHRR

o LR NE R
o S-TEERIZ R HE
o a-FRETR
- LBEEHHERA
o o-fF R
o BRI

i g oo

FREHI AR -
o BRI
< ARACH
o FEERACH

El MEARE. £ERKEEBTLEESHIRIERNRIEEY

R A AR, IR DR R T R
W J67 R BUG PR T R RE B A R T
U BT, AREAE TR AR R T
Wi P, JF s v At 1k e DAl s v 475 75 3 — 2B A4k
54—,

T3 —J5 i, A TR A% B R B IR
HL 7~ R 453 Wi 2 544 (positron  emission tomography
imaging, PET imaging)¥% AR CL 4% 5 T 12 Wr
Fe T0JG FIWT o ot , O F - AR B AR 2 B (O -
flurodeoxyglucose, '*F-FDG)n] LL#ERfHb Sz e 2H 23
H P e BE AR KT, T ik R 2 4 0 A 0 B Y 6%
HURIF A3 3 0, "*F-FDG-PET AR K ME A2
JS2FH T e 2 W o R P R 4 R A AR
fiE, TR PERRIC R EERR . IR R L H At B 2 )
FERT DA RAR A, 6 B g s AR AL A iR

HEATPETRAZ 2 W, PET&A%2 i B O B T
R R 2 W, B LANAEAE BRI R .
A I BB/ R 995 A A B 52 B TR V7 B 77 2 5
PHBR &5 ] @, shAh, BESEARIE B R (magnetic
resonance spectrum imaging, MRS 7EZHT K &
AP B8 20 2R AR P 2 W v, il
HATAEIDH 2 AR (39 N2 5 18 2H 23 o il A5 R-2HG I
ARk, FEXFIDHEE AT RO T P
4.2 e ME R EIRERE

W 5 A 0 0F iR A R A 5 R AL T 2 1)
AR, ARSI AR % 52 2 s A i 4%
17> T RN BA OB ITRE BT . TRAN AL
Ti1) BEL DT 73 7~ Tl BE A2 45 5E TR Hh BB T ROR ,
FEARRDIAR EEIT M2 —. 2020%820214F,
M IDH 15 IDH2 %8 38 1 /N 73 1 0 1) 571) 324K JE A
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(ivosidenib)-5 L7 i (enasidenib) 7E IIfi AR 134 26 HH 4%
WESE R RIFRCR, HARWHEHREMEN, &
CLRAE A T S0P R A4 1 1t e /% 1 R A
P IR I, A B e iR A YR T Y LR
ﬁ$[44’45]o

R RE . R S B AU A R R e
BIT A BOKENS . H5E, ERARERE Y, A
WEE 12K 1 (glucose transporter 1, GLUT1)PA K £ Fh
FEAC I U OB 2 (hexokinase 2, HK2). %
R H i % i S\ B (glyceraldehyde-3-phosphate
dehydrogenase, GAPDH) A A i B M & 5 5k Iy
(pyruvate dehydrogenase kinase, PDK)%§ /N
T, SR A A R R I A R T
71, B HENIEARIRE R B R, B R
B, 22 B T A O B 1) /D 70 1 4 57038 B Bt
Ji I RS, Hod— o © &k NI RIS B B,
B O 4 7 Ho A v e i R, (BLLE R VA
JT AR RCR M TR ESE Y. A, TR R ) 3
TR VA I SR W 3 2 2 38 I 4 ) 4R ik e 2 i TR A
Jr G OB g, HET R T TCATERN . JREIEH 5
AU R, BRH B A 3 1M 5 % LR DU
JERN . Forr, DRI 20t i S FE R Ui P2 A4 DA R R
PR R AE I e A0 v A 4 )z S SRR AE A
Fo NGy 0 SR AE b g8 e o7 rh ) B R AT e B AT
T RERIHT S, A IR/ T IR ) 48 N iR
HEIT I ARG B

EAERR R, g iS58 TR
SR AR A P 2%, 5 A A e ] ) 9 R A
SAFAETME— AR ISR, HAFRKKRIRS X%
By B A B MR e T HE RIS S ilan, e iH
] i R AR R T T BT EE T H A . Wl BRfl
B s R R TR . A, B
WEF i, TR HLE 7 £k, AT
FETF 4> FREIVE T B . Bl an, 5540 b e 4
R 3 i A EF 1% B2 {6 B (methylthioadenosine
phosphorylase, MTAP)ZFKIAHK, FEAIM A+ AR
HREF (methylthioadenosine, MTA)REF &, 54
A BN 2 R BE L R BFPRMTS VS 1, Ik
K MR XFPRMT S ) 32 08 5 H AR H 14 , FF X6F A
PRMTS5 N 4E i B 25 036 97 B A T & 1 BUR
,ri[SO,Sl]O

4.3 HTphE R SYIRI R A

R, 9 — AU ] a8 S 5 AL
AN e R R D Re, A iR 4 b i
N, BRI, o-KGH] REEpS347 F B
Jo P (R 8ONE [RL T o FEpS3 T RE B2 F) Jig g 5 5 e
SERE I A A DG AR S - K GE4H il 2R
L, AT LT R 552 R I E (5-hydroxymethy
Icytosine, ShmC)HI7KF. ShmCAEA—Fha-KGHK
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