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[Abstract] As one of the major biological hallmarks of tumors, amino acid metabolic reprogramming participates in the regulation of

tumor epigenetic modifications and multiple cellular signal transduction pathways. Meanwhile, numerous evidence indicates that tumor

cells achieve immune escape via such reprogramming, which in turn induces tumor cells to develop a treatment-tolerant phenotype.

Consequently, targeting amino acid metabolic pathways has become one of the feasible strategies for tumor therapy. This paper

systematically summarizes the features of amino acid metabolic reprogramming in tumor cells and immune cells within the tumor

microenvironment, elucidates the interactions between amino acid metabolism and multiple signaling pathways, and summarizes

relevant potential drug targets and the research and development status of corresponding agents, with a prospect of the research
directions of amino acid metabolic reprogramming in tumor therapy, so as to provide some reference for tumor therapy targeting amino

acid metabolism.
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A Z o FEF I, ARSCR G0 s 4 i 5 i
JRE B (tumor microenvironment, TME) N2 %
R AR A AR D T 2E JE , Y0 B AT E T & 259
RN TEAGE R A5, IO 1 B g & s pILe] L A
RATIhIEE 2  AT E

1 AR PNRERRKIHERRE
1.1 SEBRHERKEHEX

G A A BT, AR X 4
FRUUA ROl 02, FEAHE A SIS 0
. A BRI RS RGN
(tricarboxylic acid cycle, TCA fF¥8) Ay a] =41k
Rt B A AR R R A e
R S5 R WA Y a- TR . PR | BEEE . —FA LA
(nitric oxide, NO) MIRZFAF™ W), S5ty
YA G RR
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AR A BRI TE” A A
JEMAS A IV A A e . I Rd 4 i A TME K f 4k
WA ARG S, 22 (glutaminase, GLS)
fifl, BAA Bl R (a-ketoglutaric acid, o-
KG) #A TCA TE¥F, Mg sEiefitaes, s
BT, IR ARG R TR BT, IEAh,
BABNE S 555 MM . A (reactive
oxygen species, ROS) FaZSi#15F1 TME 4E+F.

1.2.2 #h &R A R ARG e 40 I ARG 2 R R &
AR E B 2 R e . WAL — RYIBHE
RN S5 RENER . ZHeE AR, 520 g 4e
MoK S5 AE . A MFEIESE, AR R IR IR
& fifif# 1 (argininosuccinate synthetase 1, ASS1) #t
Fa T e v, RACR IR AR UIE # H itk A R R G R
S S 5 mEnE Sk A nl, NI bR e 1 o AR
[FIET, M BSR48G5 RNA 455 57 &
F 39, FRRAMERS UM (asparagine synthetase,
ASNS) ik, $RTHANMXIRS &R I IRE 1, B
BUAEFFHE N SRS AT 3R Bl 30 A R Y 1 R 5
A

1.2.3 Z 4k R I 4 i SZ 55 2 52 (branched
chain amino acid, BCAA) 73 AR I %) 56 4 I 2 ity
F2 LA Sk 2 HE R 2 A % A W (branched chain
amino acid aminotransferase, BCAT) Fl 4% a-Hifg
i Z(/ (branched chain a-keto acid dehydrogenase,
BCKD) . BCAT {77t BCAT1 (Jfifii#) HI BCAT2
(LRI AR WFRIE AL, BCAT1 - n] {i ik Jie i B
2 M e A0 FL AR RSkt AR K s BCAT2 Dyfig 5 4 W fig
b FE g AR Th IS W IL I R s R R O
(mammalian target of rapamycin, mTOR) i#l % .
WAk, S4E a- B R B S B (branched chain a-
keto acid dehydrogenase kinase, BCKDK) 1EJlilif&
SilphmARs, ZE P AT BCKD G,
T A 73 24 3% A 1Y 2R BT T O i, AR
PR,

124 &R ARG ERBEZN T M gk
A EE LS . A2 95% A0 B R 5 H 5| Wk
2, 3-XUIN4H (indoleamine 2,3-dioxygenase, IDO)
A g R 2, 3- XN % B (tryptophan 2, 3-
dioxygenase, TDO) b4 RIRZEER (kynurenine,
Kyn) , #F 1 #1% 75 75 %2 32 K (aryl hydrocarbon
receptor, AhR) Jf 2 5 M Bt B i 12 04 — 4% 1 IR
(nicotinamide adenine dinucleotide, NAD") M3k &
o IR 40 M S #2348 IDO A TDO, 45 BT 4 i 41%
AR, et Al

1.2.5 ZRBR R A0 MR L R Y SR R AR M
BI “Hoffman &0 " —— BN ICIE G IE & Ml —FF
F TR 2 e 2 R 5 R R . A WF R I, i
Jed A M 38 b R T B AR KR 43 5t 2 (solute
carrier family 43 member 2, SLC43A2), # TME H
5 T AMse S BOREZERR, i T 40Hshae, Sl
e ki, pesh, HEERARTTH RSB (methionine
adenosyltransferase, MAT) &5 2 R 7 fii AC 5 K 52
HERG, TR AR AE N S- IR AR (S-
adenosyl-methionine, SAM). MAT K%', MAT1A
Fl MAT2A & R 2L A, MATIA/MAT2A [ {H
TR IE L SAM AR RUEZD, SAM X I R i R it
% PE & Harvey K B IR 988 o 75 9 2L KL IW TR 9
(Harvey rat sarcoma viral oncogene homolog, HRAS) .
Kirsten K FR [ 988 9% 2 9 55 IR [A] PR 4 (Kirsten rat
sarcoma viral oncogene homolog, KRAS) . FE40MIR
3 1A 5 R [ 40 e DR e 3k A O o A i s, R
55 S5 R 18 T e AN s

2 SEBRRHSREESEE
2.1 mTOR £ 5@

mTOR J& T 22 %%/ 75 2 R 4 Vs, fefe 5
G55, MR MR 2. mTOR A4
W P 28 mTOR & & {& (mTOR complex,
mTORC) ——mTORC1 il mTORC2, H:7" mTORC1
XPEIIE RN, BPUTESH RN FEE A,

mTORC!1 BB PN = SEe £ 1, G fbid
P25 Mg kR 5 LA G . mTORC [f) 15 BEAAC % o7 S
SEPLE AL By E AL B, Ras M 5¢ GTP 454 (Ras-
related GTP-binding, Rag) # [T /5 mTORCI1 &
i T3k Rheb & H % BRI 25 D68 . i
A PN LR B BT, IR R T M Rag GTP [iff
() 3% Rl F- GATOR2 & & f& A4 il I+ GATORI
BAEM, MU Rag & TE IS mTORCL, #E3)
i it Jre 1

A TR MK A e T 3 B AE T Sestrin2-
GATOR2 #l CASTOR1-GATOR2 & &4, f#% Rag
GTP BTz, FZ&#0E mTORCIM P gbak,
mTORC1 i S-HR 17 H B 24 R 51 4% (S-adenosyl-
methionine sensor upstream of mTORCI, SAMTOR)
5 GATORI1 254450 GATOR1 §iE, 1] Rag
HEATIEE; M SAM WETHERT, SAM B4 A
SAMTOR, %3k SAMTOR-GATORI1 & &4, kR
SAMTOR X} mTORCI {5553 i Al , 2 1717 S
Zam
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A B4 T e [R FF AT 28 ply AR 3838 5 40 mTORC 1,
HARB =Y a-KG 25 TCA 1HI, (iR — kiR
(adenosine triphosphate, ATP) &A%, T AMP i
161 3R BT B (AMP-activated protein kinase,
AMPK) 3%, BET#ER AMPK X mTORCI HJ
IR . BMEEAE GLS 6z ZIH0 IS, M 40 i
A5 Al K 5E ASNS/y-24 3 TR (y-aminobutyric acid,
GABA) fREAHE I i 2Bt , i TCA TH3F
BEEA Y, FFEi4ERE mTORCI il #h L)

2.2 KRAS %

K ER PR 9 B SE R [R) U4 (rat sarcoma viral
oncogene homolog, RAS) FKJEHL G HRAS. KRAS
I pp 2 B 20 B R O B PR R e R O Ak A ) DR
(neuroblastoma rat sarcoma viral oncogene homolog,
NRAS) 3 F Y, £ AHATHRE IR, H
KRAS 57 % b 9 e A= 5 1 T 1) 53 Wi e gt 5 o
KRAS 2 NI e v 58 28 i 58 e ey B B0 R 1A
HARRARRS S JRAR T8 R /Nt B i AN 25
9 S5 22 e 1 A 2 R R B DDA OG o

KRAS 575 7] 3% 5y [ 4 il & A= 4 B I i A K
KW AR B g e . DTSRI, TE KRAS 287 AUk
PR A, RERREAR | R TR, &
QIR o-KG WLt Bz 219, el =i
B2 R R E LR BRI o R AR,
REGIRIENBFBEH K (glutathione, GSH) & %,
FIAA, AT 2R IR 4 A P AR R

KRAS 275 7 R 2072 i 72 248 R 1) 22 66 1 45 B i
J1o TE KRAS RASTIZE W, W L8R K05 7 1
51 5 (solute carrier family 7 member 5, SLC7AS) 1Y
FRAKFRFE L. SLCTAS J& TR m & 3L i fs iz
HEE, ARRIE A I R AN, RIS
SERIRG T ARz =N, AERE I 40 i N
SIERRFAAS, JFIMT#TE mTORCL {5 Z g™,

2.3 p53 WREHET

H TP53 JEH 4t i) pS3 4K 1 Je: 4 i v 3 22 11
P AT, BRAE A5 DNA 0B . =T
TSI IR BRI AN T 300 00 S 2 e, X AR 2
MU BE R RS e PE 2 OC B, e i A sl S v g 1
AR NS B FSEIESE, ps3 & A A Bk Bl %
AZn] % mTORCL, %N ¥ «B ¢ {5 5l i, 55
TR R A Tk Pl i 22 2 T A S SR AT %, A3 R
JeR 20 M ) G B S AT

TP53 Sl (14 e 240 %) 1 B 3 R o A R 4%
PEREAE S . FERTS AR AN LD, pS3 &R Bk AT
il mTORC! 38 ¥ I 4 5% sk 0% I 4 (activating

transcription factor 4, ATF4) FRik, 1% ASNS %
ik, PRPERABER LG ™ e FUIE A
FAERY p53 A b 22 58 MR 5 AE B S B (UNTETR
TR 2 BEIR 22 B E M 1. BRI &R
WERRRE) HIFRIK, WFPRETHZE PR H ZRR A M Sk
B UK, 6 R A A e R R P

WA, p53 S5 IR RRNAS . IR T
HE UG A A AL IR P B OCH B, p53 W] ek
YT I 2 TR 0 e A S B Al —— P 2 TR I <
(proline dehydrogenase, PRODH) F [ i & i 4,
WD AR A B AR ) ROSEY, (B AEAE/ N i
g A AR, 7 L A S P A G R ] 1 55 p5 3 X
PRODH W56 3G EM, L3 PRODH ik, it
2R A, b TGS RAEAHSCIE [N, kTR 3%
i >

3 TME s EBRAIHES

B TR A P R S e A ML DD g 5 AR R
ZAE HIBLEI AT R b g S8 16 97 SR AL S8 AR B . 7
TME v, Vg 240 Jf ] 3 1ok 40 B DXL~ 0 58 3 5
Gora, B THE R AN A e P R A,
e . Hor, A EBEE . HER S A RS
ZRE RS 5 R R A . 75 T MO
PRIk
3.1 TME F&&EMEp S E BN

o 958 240 it L TR L 25 AN J 2 g 2 b i 11 T
TSN ANRGSCATIR, IR 4 T SE R B
FEMRfE A . Feas i AR, R A BB A
Kok, AR AR X RS 5 e gl
MIThRE

16 T dupa R, SR i =4 p-7%
HE-B-FHE T R TR BRI/ e RAE IR o 45 41 i [R5
=, fESER B T 4800 (helper T cell, Th 4f
Ma) MAE &R (Thl) FAS ML RFA (Th2),
TR R HE (10 mmol L) F ELFEH0 i ik £ 41 g
DIRe™. R, e 4 f ok 22 Fp a2 R 1A R IR
2 TME Jai @ Be sk, 40 T 40 e # X
W, A TR PO SN 2

ZMERRE B MPTIAS 5 T8 B A
Ko Wtk B 4 AT A 2R AR A L GABA., #F5R
KI, GABA AT HF B4 A 31 Ay ik AH DG v
UM (tumor-associated macrophage, TAM) , 14 iH
fE R 40 ML I F (1 4l e/~ Z-1B (interleukin-1B, TL-
1B) A A, FEHNE] CDS™ T 41 B it e 15 )
REPY. 2.1 WRTIE, SE& R PTG mTORCI 55
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e X —HLHTE B 4 R B e vt S e pk i A

G M4 a4, SRsh B 40501k
1 R R AN 22 J R AE P TAM T RE

PR,

2R S i AR AT R 4 S AR A (dendritic
cell, DC) X T HMEAHITEIIRE. IDO Al AL (B
M2 A i Kyno #5 B WA G R R 2008 3- 500 4 g
(kynurenine 3-monooxygenase, KMO) {4, Kyn
SE DC NE L, Pl IL-12 430 . AR 3F IL-10 43
We, WV T 4 (regulatory T cell, Treg 4
ML) s34k; # KMO IEH# %35, Kyn Al —0 4 pl
- AP I L R (3-hydroxyanthranilic acid, 3-
HAA), 3-HAA BRI DC il CD86 #ikJf{e

1 B A7
R AER . K& =Y NO #8251
TAM e fk . M1 A TAM B 3L RRRAE 2175 3 A — 4
LA A (inducible nitric oxide synthase, iNOS) i
PETE R, R E NO A i IF A 48 R R
TAM £ 30 H B KG Z R Wl 1 (arginasel, Argl)
W, RESERMER, NMFUHLUERE . Ry
FAIETE . ik, iNOS F1 Argl ] 205174 M1
M2 A TAM W95 590 . A T B 90 AT BA & 3
TAM T £ 3L W 2 L 53 W RS 2R, B Ak M2
AL, UEWAE] CD8 T 4T RE . BLAh, Z2E R
nlE o P GSH. SAM Ml mTOR %55 538 %, fiE
#E TAM 1 IL-1B 5, [RIEEZ: 5 e T e it =
RER, ZEREHIEE S5 M2 # TAM #1L

PERE P ESE T Z AR 1 (programmed death-ligand
1, PD-L1) ik, #ifli DC ThRe Ml T 40 7%
BT BeA RS SR A AR A ) 22 B T A 2
IDO Wik, 755 DC [n] Gue i il F AL L
3.2 TME HZ@ A E g5 iR

WIRGSCHrad, S IERMRACG7E MR a0 i h Bl 2
FIEH, TSRS Re QL Ry, FInf
J¥E TME WA Yiae (WK 1), TME h, BR
Jib 928 4t BeL A0, E U5 P D 40 (myeloid-derived
suppressor cell, MDSC) nJ & ik IDO F1 Argl &
PR, i3 0, 220 1R FORS 2R 1 20 A A, TH AT
W N 2R, WS T 40 M5 4 24 FE R 4
QR s L B o

B ok 5w G 2 SRR P T 4ifeThae sk, s an
ffg % TME f* MDSC . TAM 540 il 7= A1: 1 S S R A
WY AT T AHpsEsE A, AR S
Y1 Kyn A0¥ T 400 RHE T G, 010, IR b8 5
il 4k FH 38 85 11 2 A1 AR $4 83, 8 A0 N A 58
BRI T A5, fEdF Treg Al MDSC 45 #2417
HlPEAN Y 3%, A T s kel pbah, i
Y fE PR ZZAEPA AR 19 NO W RHWT A A 3= -2 224k
(interleukin-2 receptor, IL-2R) 55 # % . S
CD4* T 4l 704k h Treg 4, I 7= Az o S AL i
O RS IE B 7, PO T e T 40 M sz A4
IL-2R, CD8 %5 HEAZ RS IL, mZAMH T 40
IIke

M2

.

o
) & - "' H— eam—
Y
ARG 2 2 CD8" T4HJifg

FEER

— SRHEER ——> WEHBIh

GLS1 D =
— AER —> aKG —> 1EER

Jifvyed 2 A

SLC43A2: WIEIAFRIE 43R 2; ASCT2: WRIR-2£E IR - AR Z 84Kk 2; SLCTAS: EIRFIE 75 5; SLCTAs: )
WARFE T Wb s GLS1: B BREHE 1; IDOL: MWL 2,3- DU 1; TPH: @M kEs; NOS: —% (LA &E; ASNS: KA

Jie G e ; ASNase: RABEIENF; o-KG: a-FiE M

5-HT: 5-FffiE; NO: —%fb%; NAD': JHBEIEIREERS — 1R
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4 ETREBRNISHIETT KBS

4.1 HEEMEARSERKHERRE

4.1.1 ed XA X X 48 AR BN AT 48 GLS1 f#
A ER, SRR E—LHN a-KG, =
5 TCA fE¥ . WA, GLS1 4wk 5
AR ZERE 1 S IEAH . 78 GLS1 ¥l 25 ¥ &
S, /N T ) telaglenastat (CB-839) EL4fEiE
IO AR B B, 1% 245 W07 B 40 93 A = BH 1k
FLARIE RIS AT S b, BRI RIrmy251Csh )
SRR, HA R i AR YR R R IR R 22 . IS
XL i AR SE ARG RIS, HEAWFSEIESE,
telaglenastat -G 0T 1Y Tl 75 58 AT A3 A% 0% i L 25
BH75 5 10 S AL B K. DNA #1455, 28 10 400 ) A g
AR,

S P75 R L & B (isocitrate dehydrogenase,
IDH) J& TCA PRI CHAEILEE, HIRe R " 51
P 8 S5 241 R 45 2 o 1 e 10 e A e R
YIMIDG, 2875 #) IDH BB LA o-KG MR AE A
a-KG &) 2-52 3% 1R, J5 & vl il se vk
il a=KG A 0 A TE PR, 75 A At A il
AL, mE&AN M AL, HAET, IDH MEIFIES
KIMEIEYESPEBER MK (acute myeloid leukemia,
AML) HR R R, CRHE BT 2 R
Pt °F (enasidenib) . 3LAKJEA (ivosidenib) FIIR
£ fib JE fi (olutasidenib) . It Ab, K 7 75 75 J&
(vorasidenib) &1~ 35 [ £ 5 24 i B A Rt
T 2 RN . /28 B 5T 4 ML i6 97 1Y
IDH #ifil5R, HA B E X

16 TME H, IR 4N 1IDO1 iYad Kk RT3
SRR IS FEE A Kyn K B, SEmamd T 40
GREEMIFA R T BT ZAEHMLR, SR
Al flb (epacadostat) ., BMS-986205 45 £ Ff IDO1 ]
AR 2L K, IZR 25 ) Sl O T 40 A
SR 0 20 L S5 G e 25N A B & 3T I VR, L
AHOCTIUI RS IE SE LY PSR A T . X L A
ZE N AR BE BT IDOT Mtk id v, Joik
THBR AR AL RN T 0 S B P RN o XT3k —
JaMR, WFFENGITAE T ) IDO1 AR AR ]
Ak, wRIETEEE IDOT WAk S AR AL I RE, iF—
AR BT G R RO, SR, B X
FENG R IbEE E H RATAEAE R BR P . BRI 2 2R
FEF IDO1 MR SREFHESET-3Z 1K 1 (programmed
death-1, PD-1) /PD-L1 fi#r S5 . AhR 45
J TDO IR A 2 %, DR n i —in
RARIRRITIRST, PRFHPUMEGI TR

Argl WEALRS KR, AR E SR .
WIRGSCHTIA, R A 55 = 2Rk Argl, Atk
ff#Euy TME RS IR, 5 CD8' T 443 A
NS Z R IR, T CD8 T 40 M Ay 175 Ak R 4 e 22
58 70 RS R 25 . Argl 017 numidargistat
(CB1158) nl &Gl Argl . Arg2 AYIG Y, [RIAT
IEL VBT e 8 200 B f A A Ak S S f . $2TH TME
KSR KT, PKE CD8* T 4H i i 45 g 1 FN 40 i
BEHEAEHY,

Ak, PRI AN S R AR AR
FEMKIRRIE ,  HL 2 B8 ARG SR & I B o il
ASS1 R IR, Ok A AR AR . 3T
FRIIRE AR 2 5 A I T 350 ] 6 0 L S A
R, Ik BRI L2 i a0 e A VB AT T SR I .
TR, G R WAL AR 2 i
(ADI-PEG20) 1 iy 230 TH FE A A1 14 1 12 4 2 e,
H 12 25 9 © 5 5 5 T Jz 988 7 LB 1 PR 356 -3k
it BT, S5 3 WUE X AT M R 4 TIUB I R
I IEAE TR
412 ik G¥es WRTSCUTAR, R4 nT ik
IR E IR S R R, e TME
R, A2 A S8R K, i E
FAMH T CD8' T 4t i 55 F i 4 M 1) 1E % Dhdg . A
Uk, ) S SRR AE B 1 E R IR FE 1 IR T I
RUBFSE 7 Tm) o BELWT e 20 i 2 S R 4e B, B0k o L
i 208 AR AR P A B 58, R AT 2% TME rh f g
ARG E SRR RS, FETTIE PR R fe s
IR

SLCA43A2 & SLC ZK A L B HE R 5 [ e
BT, AR A 3k 1N, Rl
o5 T 40T SR IE S T 40 i T B R s A O
T, Mol S w2y, s Ak, B e B
SLC43A2 7] 5 98 g S le it IRl - AR 2 R
FIE ZUR B2 25 1 T B4 i 40 M i BRAE T2 7K -
Ry R G R SRR 5y BT, TR IATBA
FIBFSE [RIREIIE S, SLC3A2 1 263k a] 41 5 JHT-98 41
5 T e poffi iR, JEmi et i fokie >

SLC7AS [AlFEJE T SLC %K%, J2/rT BCAA ¥
BB, SR SR AR R A A
LR, VTS TCA A, HGse e . AML 845 i
s iR 2 S5 EE 1. HAET, HZ J-Pharma
78\ A SLCTAS #Pi 1) JPH-203 . Jig iR 18 9
G RIS, &5 B e 2103V 4 40 A i 3
SRS LI R A 5T
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4.2 B[ RIEHE X BRI E RIS

MEAESR, T o8 200 A X B 928 20 A Ay £ s G 55
PE, ESCARE TR S RN 1 B R G .
R AT S e 4 i T e BT SR AE A, JEIi%
SN I WSE N L RSN e SN L 2l (18

R 1) 2 2 T AR, T A2 e P X 2R 4 M el
PrR F R )8 R R, HETT G SR BT s O
PENZE o AL PR 5O v] i 1 A BRI B sk
HETZLil, 6-HA-5-A-L- 15 2R (6-diazo-5-
oxo-L-norleucine, DON) f&—F N0l ¥ i) 1SS 2
WEREeRS U, (R BA S0 A Bk, LA BN
TR, RraiZzbs, 2= 53T DON 454t
& TIRFRTZERY, THUO83 /£ ) DON Y12y, nl &
I3 TAM PO BEAR . TCA I8 PR LA B 04 AR i A,
A7 A ) e 4 A K R, THUO83 3 i 410
il MDSC MBS T8, HA ZHLH] G s
J3¥I. 5 —2% DON FHij 2} sirpiglenastat (DRP-104)
FENG R ATIFFE A S B2 T 1T R S s J 2 i e
v, H AT E R A AR B

2024 4F, A HFFE A NI G T — R
Toll £E3Z 1K 7/8 #5h 7] R848 (1)K & IR 4N K 44 .
R848 M55 TAM &k ft, feiihs R4 iNOS £
W NO. NO nl il S e fbad # . #ifgehn
IAThfiE, BHIKr TAM fi M1 &l M2 B A gk,
4E5F TME b M1 5 TAM 19 & S2IRAS, DAL Hm i fif
AT SR
4.3 BKEITE

AT, IR IR £ 2R ET
H 57 . A S 5% (immune check-
point inhibitor, ICI, %l PD-1/PD-L1 ¥.4i) HIEA
TRYT o DXL B R AT ) R R (RS
iz, REBAMOER) EhER, SRR
FEANAY 48 | FERILAFIR ] | 3 e g 6 e
HCE G REINHIPE TME, B0 bR 40 i3, 32 e b
Je AN R TR T B SRR 1) 22 TR

) ENTRATA X% (NCT03163667) N, i%
TR R FH R 25 -5 5 ST e A a3 B 0 o o e s
B4 iR GLS il 55 telaglenastat 5 mTOR 11 il 574K
HeFE R, ZiE WAL LG I B R
75 W 240 B A MR R (100% $2 32 1o 1% 42 1R i ity
I, 88% %32 1t ICT, XA fli il mTOR #1fi i
F1) o MY EIFH KT mTORC1 {553 1%, 7EH 20
A X5 R eF AT SO Am P G A P B (Akt)
AV A ey 48 6 2 1o AR 2 2 I e Al 5 telaglenastat
il GLS {4, BHBrbC2iEte, S8 TCA 1

ZR, AERERMS SRS TFENZ R, —F
15¢ HH AT [ BsF L 1) mTOR A5 538 5 55 ek £ i Do 286
D)5 e B g T S R R i, s IR 2 IR
M RIBRTE . G5 R Won, SIKYESE R 2RI TAH L,
BRAAT AL L E SR AR A 1.9 M H R R
FE38MH, BAFHH 97 NHERKE 144 1H,
PRAEFETE IR AR 251

MDSC 1E A S sl v 4n i S i, 7E 2Rk
A S B R, AT T 4RSS
S ERki% . MDSC #AE Argl 4RSI T 4030
il T A0 . Argl AIfEfL TME 1 T 4154k
L HATE AT 0T () LAG R KA, K Hoor ik % AR
FIRE, 1R LKA RFEE . T AN LK &
MRl Z Pl T aifadssg, Il Rk ZFMIIgE SR .
WFFE &3, Argl $MHI7) CB-1158 BAzhal 5 ICT. 4
L7k ARSI T IR, 35 T AR AR RS2 56 AN BB AR
RS R AN S P, R T A s R
71, IEEME AR AT SR, Argl M
F| OAT-1746 fEfSIKE TME WAS &K, BE T
YpTRg, xR R e A — e IIRCR ;s 5 PD-1
PABTIBC R, PTHE— 2D AR T 240 A e 6 A wi f1
il SR R R RE . TR I R A T
(stimulator of interferon gene, STING) ¥ z#|HEM
et DC 2, HEMAES T 4iiiGfb. 2T il
i, ¥ OAT-1746. PD-1 Hi4L A1 STING ¥ sl =&
WA, IRl SEBUAI R Y | KA o5 BT S A
PEWTE , HE 2 R R AR

gi b, R SRR ARG IR YT B MM S
PRI 56 A 28, (HHTRUR TRk, Al
WS EEEiIN, R ey e N O s S EP S v sd d
BT 1

5 FiEERE

i LA, M IR (AR A &R |
225k KRR LR IRE) VR T i 4i i A
BREAII, RIEAEIRIT IR Z R WA e %, B
A BT RT

SRMT, 24 i o 2 FE R AR 1 4 05 TF 2 1 25 4
I AT 350 PR, 32 D IR T A 2 i ] i ad AR 4
7 A T 2 o P URE A 3 R £ I AR 8
g1, SIS, MR AR A S e o
A8 %, R A AR G g kR, H T TR R
XELLE Y

B, A S I P i T 0 ) 40 B T O
VAT B TS K AN B B A 1)
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B, %k B A A A B (glutamine
synthetase, GS) %5, Pavlova Y AGHFFTIESL,
B AR ERR ST T , SMEPE R B v] & — b2
EEA M, R R GS #ik, FEbraramthm
il A A B AR T AL, 7R KRAS 5875 U JR i
TRANALN , BRI TS BT S 18R IR IEE
il X/ A 5 P i R AL /2 1 O A LG, T

Bm  HYER i
GLS1 telaglenastat a
(CB-839) S
o NN s7 N
SO
ASCT2  sirpiglenastat A\
(DRP-104) —
o \H NH o //N
)kﬁ VWN
© o 0
A
IDO1  epacadostat g
HN ‘ /
N5 -OH
"/\N/ /\/E\_/NH
N o/’\\o
linrodostat o i
(BMS-986205) Y\O\(<j
=,
el ‘ < ‘\/N
Argl  numidargistat N
(CB-1158) Oﬁ/k

ADI  pegargiminase
(ADI-PEG20)

MAT2A  AG-270 oo
S J N/N\
%N i P
< z g
IDE-397 ~
- E_F
el N .

" BRI AR AR (https://vip.yaozh.com/)

YRR S 2R, B RS, SEF RV
PR REETRA RS, AERRA0 A 1) & R i
fie 98 R BEREE (asparaginase, ASNase) X
VR T Se g iayT It DRAE T 22 850 1A vl s
ATF4, 55 ASNS ik, RS RAWMEM K EY &
B, R AT 2 B %o A TR A T e R AR, e 24 38 G
ASNase JTTREE™,

CASE TEWFE M IE EEH
1439399-58-2 IG5y 9% 2025
DI IR SEfs il R4
P g
2079939-05-0 VIR R : R 0 Sk oRg 2023
WG PRHTHT T B o RE4m
1204669-58-8 MG : B2 2025
INAIGAR: B0, EipkE, B8
Mg s SR
OWIRAR: Seid
1923833-60-6 IR AR: e 2025

TOWIRAR: S ISR

2095732-06-0 DGR i 00/ B 1 sk i 2019

1394129-74-8 R ET: B RR 2023
UG IR : ~FRULAE: .
HHLIAR

IOIGIR: /Nt Al

IIGAR: AML

TG R: B SR fu s 2022
DIRPR: SEfc; e

2201056-66-6

IR PR - S iR JRBR BB 2024
Jos AlE /N A

2439277-80-0

Argl: FEEMRE1; ADL: KRBT G; AML: AVERER G ; MAT2A: WA IE TR 2A

HILNZTT 1) A B o — N Z R 2 L i S AN
A, (RIS AFAE R RS . TME BAT 5 3)
AT, TEH AR5 R 4 1) & S A A
AAFAEES, AN AT T 20 00 [R] s s S At g 1
WA, IR EARR A B A, A RS

P DON IEJ2: PRHCR) ek BRA A AR e A R
O T k25 T I PR . i S RO T, L-
ASNase 7 1 ARIRYT R HEA RN, fE2E
T WRE I A A% (T-acute lymphoblastic leukemia,
T-ALL) WA, L-ASNase /51 K& B kE 8
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202648 4#50% 4H8H

TR E RS A BTB 48 1 (zinc finger and BTB domain
containing 1 , ZBTB1) ik, #HF—LR{K ASNS 7K
-, ff T-ALL X257 A 0%, AT R 4RI TA
Ho BHAE LM B W E M A MW (B-acute
lymphoblastic leukemia, B-ALL) £l AML il #! rr
L-ASNase #b 3 J5 ZBTBI1 57] /-5 ASNS %ik,
LS B-ALL. AML i) 2 Uit

g5 b, IR A e R R A G AL I B AT Ak
TR RRGT B, SLC43A2 S5 1A 25 )8 15 i AR 52
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