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MR 428 FHUE FH (RN KEWE F ZETE AT BAL, in 57 8 M98 %92 0677 TAARKA TP, 70 K
F R s I3 A I, i % 213003)

(9 F] AR NREEE IRV, 52 8 oA B (TME D Hh G 72 4 it A0 fit e 240 i 2 22 X AR 5, S F) BB BR 72 TME
RAERINERIASS AR o G 4t T CURI Y S I 3R AT M6 5 3 A RIUAC 3 B0 R 41 P Tk e 240 JE TR A T DK S B i ) 1 HL g 3
RN G kit , SRR AE P 2 2 [A) AR P47 BB 2R TME rh ) S ROIRAS o FESESL SRR T R R 40 ML 2503 TME 2
PR AP 87 , T 20 PG 5 1) B R 1) et 240 AR 59 5 1) TMEE K S & R A B ARG o G e v 7 A A YT S R A o [
FAEAE R o G Par 2 i AR U 42 407 100 ) 280 T 4 D S R PR B N LA 0 ) JH S At 2 7 400 S0 e R S 8 IS0 285 17 FH R E e 4

69T A DCRERE 5 T 4R A7 11 T, 58 AT LA -4 TME 2 SRR AR . G SR IR LR T3k vl 38 #8873 S BV T I R

[RgiR] QIR MR TOASE ;s S if )T B RTT

[(hESHES] Q517;R730.51 [ICEAFRIRAE] A [XEHS] 1007-385X(2022)01-0063-07

AR A T 0 SR AR R, XA R L LA
R IBEH RO 220 25 6 60 0 R0 22 i IR A= 0 1l 28 0K
HE, HAEARYZ 558 & 4 12 (i =R IR G
POW, SRR 7 R Bk T4 Hu 28 AL L 28 B AR AR
AR 2 TR 72 fe 9% 240 i H Jirh g 40 B 1) =2
BUE TR, M NAR o RGN B AR, AT E
FEXT UM A . 2 MEER N EAR AR
AR LA EER R RS T 4 rE1e
I3 AR R A5 D) e AR T 2 R IR 1Y) 38 H A AU e
JE A RANC Z B T B & g 5E Az 28, M Hoaik
) 2 TR 3 AT O 9% 8 IR, iR B P B (tumor
microenvironment, TME) H 2 &6 5 J& iR (1) Bt = 1 &
BT () AU = 2= 0 o e 9% 20 T R 4 S R T e R
RN T A0 L yE AL AN DR . 24 TME A & 25 R AR
U S ETEAROR , 2 Fha BRI 1 Rkt kAR T A8k
B 22 1) 2k TR R 4 <, DT A2 a4 R 4
K T, W FL A RCTR W, £E IR sh AR Y
R B, IR T SR IT R T S T
YA T BEAH G . LLPD-1 Fl CTLA-4 AR I s
o 2T A AP TR YT 2 1 E BRI T 40 M R 3R
() B, e s S A B R B 0 AR A ) e 9 4 KT
BRACE, AT (] 42 f ] S e Al MO D R . HAT O A 24
DAE O ) R A AR B N 2 S TR D () B 3 0 T 40 e =
FERRAN , LAY g B EH

1 SEEAE TME FRIR BT

1.1 % & Bt (glutamine, Gln) A% 2t % 9% 4a fo A= I 7
mpn E 538 5h

Gln & —FlHE % T &K . SLCIAS &/ F Gln
MiaWiRisE Az —. Ak, 2 HAL R IS A R A
A3 Gln [FHEHL, .55 SLC6A14.SLC6A19(BOAT1)
SLC38A1 (SNAT1) . SLC38A2 (SNAT2) . SLC38A4
(SNAT4) . SLC38A3 (SNAT3) 1 SLC38A5 (SNATS)
(R Do Hr,SLC1AS FISLC38A1 B IEITET
g0 S AR A RS 5 A — 2 T 4 AR AR B0
R 5 Gln B L . AEAR A1 SEEG H , Gln BH By A]
FOU /N BSL T 200 A P 44 B RD 40 i IR R R AR, AR N
/N CD4" T 48 M A, Gln BR il 401 1) Th1 40 i 7
1t 5 112 3 Foxp3" i 15 1 T (regulatory T, Treg) 4 ffd 7
U, fE SLC1AS R B B T 40 i 5 Gln 4 HUAN
mTORC1 G /™ H 52 4%, Th1 F1 Th17 41 fL ¥ 5 4kt
B BELWT™ . Gl ELR4H i Dl e ()3 9 3= S 4T
TN S U N S e s A S = W L 79 L
(glutaminase, GLS) 3X 3] [] Gln F% fi# 5% Gln X ) 3
LA o AH G b A P A = RN A T A 2
(glutamic-pyruvic transaminase 2, GPT2) £ IL-4 % &
1 M2 B W 20 i v 3k B fERA EATRIEOL T,
M2 5 41 AR AL B AR . Gln X B 40 i 38 5 A 40 4k
N R

[(BE&WB] FERESWRITR7E 5 H (No.2018YFC1313400) ; [
F A SRR I A A KOs IR 5 A VEFFT 364 100 H (No.31729001 ) 5
% A RBFF 34 YR B H (No.81972869, No.81902386) 5 V1. 544 T
SR T T8 4: 70 H (No. BE2018645)

HEEBN]  FIR(1990—), 5 WA, BB, 35 5 i 4
PEIRYT , E-mail: chenchenade@163.com

BfE1EE]  AUZ , E-mail: jiangjingting@suda.edu.cn



. 64 .

rh R AE MR T 2R &, 2022, 29(1)

I JE 240 B A A7 KB Gln AR R 8 R
FEAC T FEARME T GLS HUE T . GLS A& — R 7E i
e B R IK I ORI AR, 2 5 Gln 70 N B IR 1 56
— xR A R B R E . GLS 2 M IRYT
PR A A M PR X 36 I 2 U 1K T 0F S 44988 79 GLS
IR, bR 40 Gln A= 4 1 2 JE i TME

IR ik A Jr R AH 5% BR AT 4R 2 R ) 1 R T R AR
FLS 0 =4, W Gln AR B, DLt — 25 SCRF IR 240
Ao LR/ BB o, 3 5 101 Gl AR T T30
FIp g6 AR U T A 1 J R ARG, I TME BE & 5 T pi i
ey AL RN

®1 RERIE AKX R Z R R R (ER

SR iz ik of AN [R) 290t ¥ SR
Gln SLC1A5.SLC6A14.SLC6A19. FRE T 40 f AT B 40 fE 3 58 5951k - Th1 1 Th17 40 50 £k . B RE4H [8,10-14]
SLC38A. SLC38A1.SLC38A2. JiE0 5 W T 43 S5 4 L TR 7, 35 5 M2 L A 43 AL, $ 1) Treg 411
SLC38A3.SLC38A4 I3Ak (R kR 24 R 15
Arg SLC7A1.SLC7A2.SLC7A3 JRE T ARG A E AN = AR A R 7, (2 ML BRI AE [20-24,28]
FH R 3 NK 41 389 58 A0 7 A2 TFN-y , #)0 MDSC R 2
Trp SLC3A2.SLC7A5.SLC7A8 Trp 3 fEF=WIAMHIS. T A I, FEAIKDC TiRe, (23 Treg M8 [31-36]
34k, et BN CD39 ik
Leu SLC7A5.SLC3A2 {233k T 4RI il 5 s 1L [41]
Met SLC1A5.SLC7A5.SLC7A6. PEHET 40N aG AL, 4ERE T 400 /7 35 F Th g [44-46]
SLC38A2.SLC43A2
Cys SLC3A2.SLC38A2.SLC7A1l. AR JE firt T2 4t it K8 B S 39 e AR 28, Aot T 4 v 12 [47,49-52]
SLC1A4.SLC1AS
Ala SLC38A4.SLC38A8.SLCOA18.  {&33: T 4t B i , i it Jk Mo e 4t ot 184 B [53-54]
SLC6A17.SLC7A10.SLC3A2
Ser SLC1A5.SLC1A4.SLC38A1. PR T 240 f s 58 , A5 T 41 fu Dh e [55]
SLC38A5

1.2 4% &8 (arginine , Arg) 3§ 5% 50 AT 78 2@ feL 69 4% )
Arg e —FPAE L TR AR . H WA AT B
RIRIE BN HMA Arg BT FH B TR IERILIZE A
VAR F RIS, L35 SLCTA1.SLCTA2 il SLCTA3.
SLCTAl £ Z 1 57 T4 ML & ML Arg (R 1D« T I
SLCTAL 1) 223k 2= #l i Arg 1 45 BRI T 40 I 1) 14
o Arg UGB — b 2 BELIE 2R 13 2 B
755 T 40 B4, F 2L TCR Zeta % (CD30) £ 2%,
IR/ T 4 He 18 GE A 20 B R 1R 7 AR AR /) BRUABE
R, 378 Arg DR E B SE R RS2 M T 40 i AR
%, AT 38 58 CDS' T 41 B A 5 10 BB 90 3 122
I, Arg X T T 40 A 0 38 58« S0TE A0 B bR T e A b
ANHD R, M2 ERRAH RS 20 B MR gH B A 2
T8 1) 77 AR, HRIE R KPR RS 2 BRI 1 (arginase 1,
ARG1) , ARG ¥EJS Arg FF 7= 45 w51 FE %0 9% # il 1) 22
fiEe, - Arg AR 4 M1 LIS 41 B % 15 Thfig 1) o5 B
HIRHE . EMANF T, 5K H M2 EE A A AR
bt , M1 B 4H R IA & K5 5 0 — A A &
(inducible nitric oxide synthase,iNOS)™, iNOS 75 %
Arg 77— AR T — B A B P R SO 1) B 22
TR o KA T Arg 2401 NK 2 i fr 14 5 A0 T
Pt & y AFN-y) [ 7= A4 5 N NK 48 B 8036 =2 4k, a0

NKp46 H1 NKp30, 7E1IK Arg 5% 11 T #0157, Arg
UL 2 5 BRE U A0 H 48 M (myeloid-derived
suppressor cell, MDSC) AR 2, T Hil 555t I8 T 41 i
I,

H AT A7 CE P8 RS S BRI 1) 57, — 282 WRAY
L-F5 2 IR IT K ()6 ks 2 B B 40 1) 7], 91 4, N[w] 52
Fe-L-FS 2 R [NOHA R U™ 53— KAk B R AR
VI A AR, 7E PR i MDA-MB-468 4f il
NOHA 5 5 48 Jf J&] S 45 5 A0 T2, I 95020 45 e 12 1)
FEAR . AR H R L, v R A R R ) ) R 2R
]t 24 i B B ) A FH T TR VR T
1.3 & # B (tryptophane, Trp) Xt = A 4 %] T 4@ e
Fo B vl 4@ L5 RE,

Trp &b FH &R — . A Trp i IE PR
ERFEEARFLLBEMBEN  ZRGEH I H
i SLC3A2 1PN 424E 2 — SLCTAS 5 SLCTAS 41
FENCR 1D . gH AL 43 Tep FH T 88 E & B %
LRS- EUE 7= A o B 95% IR 15 Trp /2 HH
R IR E B (kynurenine , Kyn) [ f# i& 42 4 B ™. Trp
B mgl Wk JE -2, 3- XN % B 1 (indoleamine-2, 3-
dioxygenase 1, IDO1) . IDO2 5§ Trp-2, 3- X il %, fi
(TDO) AL A i Kyn. IDO1 £ TME H f) fish J87 2 it
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[i] 52 4 i B SIR 41 i (DC) A B W 41 i vh s R A
Trp 73 AR PT 3 B Trp #6385 A1 Trp AH SGAC ) 1O AR
5, NI s e ge b ik . 45, Kyn AT 3-F2 520
R 3-HAA) I T 41 B 16 O 47 T 48
Die . M4h, 5 & K& 32 & (aromatic hydrocarbon
receptor, AHR) /& Kyn [ H % #E 55 . AHR {2 3 Treg
AR5k, BEAIRDC Dhag , #2508 T 48 e Lhse , 7 5
JifJgg 2B 2 AR A B AR O, AHR G AR E I 40 g
F 1 CD39 R IA , AT #01) T 48 B i% 165, Kyn 7]
PLJE 1 SLCTAS™ . SLC7AS8 Fl SLC36A4™ B £z # Y
CD8' T i g, T 3% AHR Ff 11 CD8' T 4H g
J¥ 1% B T~ 25 [ -1 (programmed death-1, PD-1) [f] &
IS, FHTIX Fl Kyn-AHR 3842 0] 3 5 o 4 T 48 fo 119
P Rg R, PR, Trp #9% A1 Trp-Kyn-AHR #H 5%
AUV BT g G e ik 2k

IDO ¥Rk 5 TP g 28 8 8 3 AN R il 5 A
K, AL HE B 45 B B/ 4 B it e A e R
LY, iR nl i@ I 1DO A TME H [ Trp 7K F
IDO #i) 77 w] LAl K2 Lewis filifi F1 B16 M2 €4 5%
Jed 7 RELJRE TR AR G, G o iR 4 i AN 2R 3K IDO, 1B i R
FR) B B AR 22155 3 IDO I 77 AE , FF50F 28 i e 51 AL ik
2 45 (tumor-draining lymph node, TDLN) #1f#] DC &
P AE Y. & & R B0 #0171 (tyrosine kinase
inhibitor, TKID {4 — Fh 8 Z ) FUMIR 259, )iz
JEFH T 22 o e g v o HG R o A ) A DR 2 A
c-Kit, FEK DC 1 IDO FI R 1 /KT, ¥ & IDO % DC

VR, BEAR Trp AU H A, 2 50 TRI R A $ &

ER, ik & e, vl i s DC AR &S 32 & A
Tl A T 40 M 1 DR, ATT ZE 2% /)N B B16 22 4 2R 1)
BEfE. KW E R DC JE il e-Kiti& 4% I IDO
A Trp AU, i T 4005 1% . $27~ TKIA] A T 175
DC AR, 148 215 5470 e ed 58 7 19 H 1%
1.4 7 &8 (leucine, Leu) /% 3t T £m ifL 38 78 A= H 4L

Leusz—M R HEZIERR . Leuiia Z 2 HF
4 SLCTAS(LAT1) F1 SLC3A2 W5 (1 R 4 L ¥ iz &
HAFER D WA T 40 B0 25 T4
Jid 5% 44 (T cell receptor, TCR) £ 5 i} 3 ik I i,
SLCTAS ik [ /N B F T 40 72 707 00 30U 18 5 B0
HLEE JIB K, MTBE 5 mTORCT PRI 2R A = #l
il SLCTAS < # il N T 4H M 1) 803 A 470 Jie 8 1y e
SLC7AS [ S 80T CD4 (Th1. Th17) 4 f i
1 CD8" T 4 B 7E A4 SN0 A2 i [R5 1) 70 Ak 2
H R AR PG , AR AN SZ I8 Treg 40 M (1 734K .
1.5 & #.8 (methionine , Met) Uk [R5 T 4m I 69 2 A

Met 5zt — Ml 5 B & Bl 2 FE IR . — e SLC(fL
$5 SLC1A5.SLC7AS5.SLC7A6.SLC38A2 A1 SLC43A2)

A LA 5 Met #i2 (£ 1D DRI 3R B, SLCTAS
Al RE S /N B CD4'T 41 i 3% B Met [ 5% 88 [K F o
SLCTAS GR[ ) CD4™ T 40 J 30 A Met A i Jak 2D i
A A 2 ), R, SLCTAS B[ T 41 i ) & A
I RE 5 Met AKFA B A % N5 /N R = v
CDS8'T 4 fitd #5225 A 7K ~F- 1) SLC43A2, F EU T 40
i Met Al S- i 1 & & FR (S-adenosine methionine,
SANMD 7K F-BEAR , ZHAE A H3K 79 —HI%E Ak (H3K 79me2)
HUE 537 3 S e 0% B 1 5 (STATS) [ R I8 52 4%,
T 40 JA7 75 N T g B, R, Met 3R EXZE T 40 i
BRI, 3 BT e A SAM, 4R R (A R 3L
I RNA H AL, Met 114k 7] LIS 2> CDS8' T 4 ity
) H3K 79me2™ i1 Th17 41 A () 41 55 (4 H3K4 =
4 (H3K4me3)™ . [K itk , Met X T 40 i 1 47 3%
ThREE CE T, MHLH LU, PR g i sl = %k
Met ¥ 12 5 1 SLC43A2 SR ¥E A1 5 4+ T 41 M 1) Met
USRI, bR 4 I TR ) Met 3N 2 — R R A
AT ) G 28 R REL 1 -
1.6 ¥ Bk & BR (cysteine, Cys) 5 5 %9z 4@ it F= IF 7
tm e 3g sh i A2

Cys TERAN AN 4 ) iz M, L i fb B
R & AN S B STEAREY, E
ASCT1. ASCT2 ( B #4854+ ) 1 xCT ( 5 CD98/
SLC3A2 — LI ik & 4t XC- M & B/ R IRV [H) # iz
PO BAT R ™(E 1D B SE RNESE, BARY
HE T 240 i 5] B SR8 AR K S (1 Cys Fl Cys F iz 8
HFGE 1 T 40X e b2 B A 2L ERPER
T A8 T 200 L 6] S5 S A ik 57 T o 0 B )
Cyso X %645 B 57 £ T 40 i % 15 9% ik B2 40 fg
ASCT1.ASCT2 fIxCT IR H 75K . SR A it
FLEE R, T 40 7 P m bR xCT A iR 1
TYIRFT IR RN . % ISR 1 7R T Cys i g
S B A G AN AE G S e L iR 4B P (R R A
SR A 2B I 20 B AR R Cys SRVE SR 2 . R, 2440
WL 4h Cys 7K T BRI, A IR 14 e ot vl 2wl o o 7= A
Cys S SCHEVAR P i 98 441 A () 389 56 i 983 248 i A 44
K14 Cys H 3R HL Cys 17598 72 4 55 23 I H K K S F0 22
MEEAG RO BT, AN SRt X
1 4 B iR Y ek R 4 R 42 4 B 2 TR AL AR
T4 R Cys AT AR I8 4 o 15 5 FH ke 34 i 42 28
P, AT T 208 PR B e 8 928 S B
1.7 HAe R AR

& R (alanine , Ala) 3 35 %€ 18 ) #E T 41 fg A 1c
2 T 40 R IR S 5 B T 40 R 470 b e T R v 5
. TERCIEM T A, s Ala FH FE AR A
B AN 2 A AR (R, Ala A 78 T 4 M S5
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Bf A A2 06 7 0o R TR A B wT DA Ay i 4 i ik
Ala, M2 2E 40 B3 58

22 % (serine, Ser) & T 4 il M\ Sk B B WL HA (1) 24
TR IR  AEPA ANEYE Ser AE LR, T IR AE 1R 4b
ANREH BOGTE . AL, FE IR IR AL S, PR FF Ser
R #1) P FR /0N Bt 4 7 H 7 A2 TFN-y /] CD8'/CD4' T
2 ) i S D, TSR AR N R e 1 T A
SN 52 3 Ser BRI AR [ 52 SR TR BIX & )5
Xof 2 O R ) R A M 22 1 A SR B S ()
I 1A T 4 B A 1R 4 LR 1 1 B A 32 B 52 ), 3X 3R A
Ser IR PR 1] AN 52 1 BE 8 X6 B e i S B2 1) T 41 B
I TIRE , 1T A2 52 £ &

2 REBRAHMMEREGTT

JI PR G 28 Y T S e R 2 bk L 4 L 174 47 P 98 &
LR, SRR s A EIRRANAEEE PR T Ik B2 40 bt
Jii 4 (cytotoxic T lymphocyte antigen-4, CTLA-4) I
PD-1, 3 jb B il 7 AR A 1T 92 1 8 657 0 L R IR 11
IOk F ) T T 40 i 00 30E . PD-115 %5 $ 3
SLC38A1 1 SLC38A2 175 T4 /b , # il GIn 132 %,
I D 3B R R (B 36 40 2 R A1 Lew) 1 40 R AR
Y. CTLA-4 112 5 th v Ml il Glutl. SLC38A1 H
SLC38A2 [ ZRIAE . A Ik, 0] 4 8 A 7 o5 T DA L
PEE B AR T AN . Bhoh, S i 2 s ih T i ]
DL It TEN XS fi 8 200 e 1) 2 5 B A AT T A2
oSV TT WO B RN T 20 B RE S IFN . TFNG# I R 3
98 £ g v SLCTA11 AT SLC3A2 1355 e 4011 e 2
P (10 HR H, 5 B0 g o 3 S R Bk B0 T AR e g
WHE. S —E, PD-L1 B3G5 al (L 3k 8 /s B
o988 4 F 4 i R A SR AR RSB T, B B R
Fl Cys T#2H) 5 PD-L1 FH W7 B & F 7l LA )
855 T 4 M5 I HTIR G2 , 75 5 iR 41 o 2k 5t
T2 BhAk, A BB € 2508 4H 41 b SLCTA11 Al SLC3A2
[1ZR1k 512iE CD8' T 4l £ i 2 HAH ™. [k,
JEE IR YT VS (1) T 4 B AT L EE BT 4 R R 0 i v
SRR, e A BT T 4 S BT IHR  2

T 41 B 75 b8 & 1) 5 I8 N R IR S o X
FIORSERKREE LA . AT EEN,
I I B 1 PR 1) Meet £8 AR A1) DNA FJE AL, AT 14
5% PD-1 B 4T 5 B8 16T 197 &L, IR AR 71 &= ¥ DNA
P 2 2 A 411 1) 570 B Ath 2 T 2 25 2 5 CAR-T 411 i
TR IT R, FEPLAE BT, ¥E A 45 BT Gln 1 24
) THUO83 % TME A (1% i 8 48 B AT T 48 A 7= A= AN [A)
(AR R R o 7 8T 0 e A, Gln AR 14 AR B AR
FER T GIn fiE45 i 3m i , R iR F) 35 1 b8 41 B W i
HIEIPEIIRE 7. AR, T 40 I 52 31 26 0 A U 184

LT Ji IR BRI 5 i a3 0 B 1Y B R 3R L 4 v
Y A7 A, B R U L2 N -

3 % 18

TME A 25022 2 iR 1) — 4> 245 5, £ TME
o e S e o e R A TR A T A A G 2 i
b TR SRR YIRS K 2 R T B 51
TR 2%, IF HAN] S B 40 M A A R AR . T
G BRG0P A A ) U AR FH DA i
FREIG T A S e A A TR S A A B A TR
AL 2 o 5 8 B A B5OBEX Bt 8 e 2 R S T, 15
THIA YT T3 58 DL A VA 52 2% R I Bl i i i G 75
AT R A RS 2 — T R A T e TR
RALFACHPIR D247 2B 70 2K, K e L DL RS 9 4
PEIRIT 7 5 W] LR A AL 25 W B =y KT %
T AU B R AR 7R 5 G RS B A1 1 7R £ I A
Fe ) Fe At 1] R AT AR e 25 R o AN, Jn T £
10481 b 5 240 D 0 N R IR 14 [ B AS R i 5 8 T
PPN IR, 7 AR T Rl AR SR I 78 M
ST URIRTE TME A % P22 40 A6 28 B 2 1) 4 s
M EMBIR FR . 7 TMEARH B S0 A IR T HE [ ve
I7 o BN, JBUR AT AT LARISR A 5 TME R
51 e 2 200 L B e IR o I SR R R R TR
¥7 77 AR 98K 77, 7T LR e iR 7T K 25 Ab 9
KREEZ KB
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