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PSRRI RETT 8, DA IR S va T 1R SRR R Sk Atk L2 8 1) KB %

A R, AR, R, R R IRTT
ZFRNES RT3

JUF- BT B2 i 2 GU AR REARSRE SO B A2 Ak T
AR B, AR, gHER S 2R
I S 00 ) L O 5 R AR I 3 F SR P 7
R, ST ARFER AN S, AEEN T A
—REA . IR G S R A B S S e M b R
AN PEATHEACHT, SR JE FELRR AR A DL S AL R R AL
7oA ATP 195 sUEHAT RE R AU (ENUR R A8 AL
P A B R 4R U o A — AR 7 3, EESR
B Oh IR 5 HU A1 14 o 7l R P R A 2 e 5
I BAE S TIC AL B AT ATH IR DR I e S o — b
AT AR T O E SR e R, R R
AP AR (Warburg effect). [ 8T 41 M A4 QIR A AL
U2 B SRR EE R, R th 2 R0 4 FE 240
Wiz, PLanR AR S s ET 4R AR . A R 20 A
LR IR G B ANIE MLV G2 R e A () S e Al B
R, IO P ) S e AR L = R A — AR A
AU 2 R O S SR T R, TR, R
FEIRTT SURIAT T RV RPN BERE,  ANATAT ELE
Ao 72 v P TR 200 ) e 788 D AP AT 208 S 24 L 3% 43
SRR IG SR LA DU T e, X B BRONI AR
BHER KM 2 m B U . e — A E
DR BRIk 27 1 B - ik 8 200 M6 P A0 2 i 5 X 88 i
BE UL R IR T AR B R RS ? B ELAE, A
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A2 ATP. H—J& . 18I 40 B ot o 0 0 1 A 7 =0k
G MR AR BN AR, R R, I R
FSCER) A TR AR U 77 ) 2 W i IR ik A1 i # 3] ADP 1T
Be ATP; H —od . 2okl g b AT 19 = R IR G 2
(tricarboxylic acid, TCA);™ 4= 138 J5 22 & 0 It i i
W2 04 — A% F¥ R (nicotinamide adenine dinucleotide,
NADH) A1 3% 2 it "% % — % # iR (flavin adenine
dinucleotide, FADH,)itfl i ¥ i 7% 32 5| v, 1 1% i
BE I 32 ¥R A AL % TR 1L (oxidative phosphorylation,
OXPHOS), =4 ATP. %5 7= A 1 74 i R Jd ik
4R acetyl-CoA HEN TCA 3, K] MK b 1 fig
5 TCA Z#H BRI, FI, 40fLny Dlsd &
MU B IR TR B- A5 A AR =4
HBEN TCA 1EH 2 i jd i OXPHOS 7=/ ATP. 4
TEF=A ATP [ [AI B, ab ot B A R AR
G TR AU S AN [ R A U 428 77 A 22 b o () A 34
PR, NS . S AR o RO B
B,

A2, TehRg A e DL B e 4 O CE A B8 %A T
FIARE TGN T 2 74 BR 08 77 2640 T anfe) 4 3575
FEV AL A AR ? & B A B AR A ) =4 B A P
BH) AR N REEA AFERIDIRE? X T1X
SO} 2% i PR ER I 2 B 2K B T SRR e A
g, A, AEEEEAEE AL NI IR B
Ji g S 5 V0 T SR A ) JE 2% T i
1.1 BhiEZmpafisi E Tz

e S B PR, LA O S 4 ) 1 S o T
TE S R AR . iR 40 i 32 R R I A
Py B B ARt ATP, [F) It ] o
I X b & 42 (pentose phosphate pathway, PPP) UL &
2 RAEE AR S N B HR A K 1. [\
I, MR gt K ER A AR IR 5
TR B S 3. ACESRAETS, MR i 3 2a it
PEIE A2 P AR TR, 3 T A R 7L R T AR N 4%
AR AR Acetyl-CoA 774 ATP; RS EM
ZAETR bR A M AT SR 00 S R BE A Oy oK AR
ATP, 572 KK B H E b B fE (Warburg
effect); [RIFEHT, R 48 i v] LLAR 95 40 58 F2 4
WIEERE . REBE. 272K HEAR. TRIERL
WPE &8, R AR AU T7 =4 ATP K&
VRS T E SR RN, Bl an. 8 & R B &
HEGRIE TR T2, el e 4 B T e i A
cMyc, 18 i W % 2 & R A KO8 % PHGDH.
PSATI. PSPH “5ACHEEIIRIE, I o) 42 ) 32 22

REVE) 0T 43 2 I e 5 ) 260 W SR 22 2 R S B B
B, YRR IR R RS S SR IR A M
FRIE 4 P RIAATED. Bhah, By,
Jih 983 21 0 AT 30 mTORC2-AKT-SP1 15 5@, F
VHBRAA 5> A T PR R B OCXT1 fRIE, @it Bk
SIRFE AR P HE N TCA 1535 40 M A7 175 4
fit ATPP. FEARAEECE B TR R 1600, IR 4n i
108 I 15 R /N B i i FD R B 4 B 2R R A B £ T
Wil A N H SRR AR R S AR 5 T g i
FR4%, Rt E S AEiEe7. Rk, R 4 A A it
TTRREIRZAZN, BRI B 5P LA [F
HERERALAR S 7 i B O, AR, XL
52 22 A8 W AR 7 2N S e 4 i e Rl R A7 AE
1.2 REHMEAEHIEN

TERGO S Z R 2R A, XS
TENARFRAS B b T OIRES, T AE AL A4 52 218 G |
RN B H A AN TSI DR 2 RO I
it [N, H AR R R W e A e s RS S
BORIRES X T REERFH A A HEZR.

DATE I8 B i A B 2 A e i v i 4 B A I
T 4HRE 9%, T M2 ARG A R s IR, R
HE AR AR, Y4 T 40 (Naive T cell)
RBHEAF L, RIOVFGE, PRt &4 R
FEALVE TR f /N WE TR ik 28 R B /D R 2R )
A, EELL OXPHOS 1177 X =4 ATP. — HL
A SR BB RS T 41l (effector T cell), B EE
BEICAREBORIRGS, EFRRIEm, bER
WE R, EAR. BN ERE RN, FK
RAR R REANFIR NI, B T MRS K &
WERe ) I A AR R FE RS R G ThEE . g
17, T A ffd(memory T cell) KR 5046 T 40 L
KL, HERFEEAHE TR, BRI E I 1 2 I
K OXPHOS it ATP; {H 2 & ik 2 R L H 38 i
AR R, Kt 5019 T 4 Ad 2 T 480
FHEE, 2RI BRI FE AT, IR B A A
LA P IR B 0 TR TR O K PR N D e 1
BERE IR,

BEAb, WS Y H PR H B (neutrophils). M1 7Y
E W 41 B (M1 macrophage). iNOS- 21k [ # S IR 41
Jfi(dendritic cell) 3= ARG 7 AR A fiE e AT M
T 4 i (treg cell)s M2 B4 = I 41 Jfil (M2 macrophage)
F B FAO KI5 OXPHOS 75 RALAEL. I,
AN [ B AR 2 T DA sk 532 o A (7] 7 92 20 B P 234
55 Ty eI 5 Wi 8 TR 15 T e g 1) AR R
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BEACH R B (B 1) BE TR Y18 2) L=

i 8 R PR AR AR a4l I & F R
v i 98 41 L ek PR 855 v R 5 B 1 K
5 @ T4k FAFIUOH] T 402 mTOR §% 1
7% W SR BE 71 R IFN-y 7225
) lljsIl:nlujr-ﬁnﬁ!ﬁlﬁlfl:=\Lﬁ¥!fiﬁ‘gf“f!ﬁ!ﬁf“f‘:ﬂ,:‘:‘l‘:‘ a4
| PEP i/ 2 3t SERCA 3 14 #1il] TCR
T 47 e 2 A R %\ T4 31 Ca¥-NFAT 155, #H T 48
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| (¥ WA LR R S5 CTL LR
TR kgﬁ% AOatE T 4NME | AR REHEH, ] CTL 40085 . 410
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Fig. 1 Effect of tumor derived glucose metabolites on immune cells

1 PR SRIRHE AR XS = R SR 1 e fe 4R AR TH BE RY 220

WK G it SR
" 640 3 40 PGE, (48 90
A ELEAT TAMI i TAM2 64t
PGE, \
& Tam OB T AR PR
N TCR-v3 | o A S A LS s
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Fig. 2 Effect of tumor derived lipid metabolites on immune cells
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Fig. 3 Effect of tumor related amino acids on immune cells

B3 MEHXRERNAREREARERFIT

2.1 FhEHRS R MRE SR BHINEPEERE

HENE R MR Z . HERE . BN
W E FE B, T H AR T 4l fis e, otk
RAET e Bt 06 75 1 S BLRRPRA U, T 40 M A%
92 240 e 3 o B SR R S EILA, TT ELA JER ER E
WSE T ABGEROFERE, T 40N oh R blog,
AR EUEE 22 BB SR AT AU DA S 4 2508 Ty R 1
RAE. T A0 A5 B8 77 18 2 A A R 2 P R sl 2k
WO G218 50 B A A M A B0 . A AR
IR RS, T A Dhre a2 25 s 48 i
PR RE IR AR E B — P R RIHANE 2. 12D
SR RIS AL A, Chang 502k 8L, IR 5% 4
P % EUCRR 2 B A ) R IR T 4B B ThRg, RIAE
TE 2 0% B R 0 R T 40 PR LR S 1% 0 R AT5 8 4
Wby bR R 5 2 W 1) DR B R 2l ik 5 e
T 20 M A AR A A ) T 20 M ) mTOR 35 1 . 4
P fi# 6 71 A0 TFN-y B97=45. %1 PD-L1 40 T 40
ML Dh e 2 @ I PD-1 SR SEILAY, H 2 7R IX 5 3L
W, AEF RIE /N R H, PD-L1 B4l
Fib 98 F 8 2 38 3 T 78 PD-L1/mTOR X B A 1 i) 1
FIORSEILE). ZIREY, RS RSFHTH
it v B P BT LA, RIS PD-L1 A 2% 55 BEL T
I J5 AT DL i A 7 SURG 0 T 40 A T e )
i A AR (B 1).

JAE 1 S S 3 3 B I TR AR 5 2 A T e 28 R )
A VERUE BT 40 RE IR A (H A,
JRg AH S T A xS 2 EE IR L IR U IR AR G Al AR
BN A R R 1 e DA B 4 B T A . 7 3 85 1k
I, Vi sm T 40 ) e K #E R E 2 R K.
CRLE, - B AR b e 4 A Rzt £y [ B 42 v e 722 2 i
SREUE TR 5T IR RE 7R 7 P s S ey 8 B Pk ik

L&,

2.2 FEE SRR BY BB 4 PR 4 X % 0 4 BE K Th BE &Y
A

2.21 FLR(lactate)

Jiev B 4 i A T e SRR TR AR R R FLIR,
K PSR — B A2 AR R 42 (waste product),
AL 30T A SR 12 T R I G 2 e e 4 o 7 A U B
AR UASE =R = AR AR =4, DRI FL R T DA
Y1 B BE R 5 2T (reporter). 111 RS G g 4R 11
WF TR, e 2 1 LR T LAl 3st 52 i) 6 92 400 i
(R D RE A2 ik e eg i) & A2 R fe . BRI PR 7K - B 49T 7
RO, BEAE PN IR e R FE G, LI A L
BRI . BB R, IR AR R
hoor Loim o B AL A B, 3 2 CTL (cytotoxic T
lymphocytes) 4t il ) LR AN Bie HE H 3k i 0 i) CTL
S MO IR GE 40 R DR T 1R 0 B A R RS i
JR TR B8 25 5 IR AR I ) W 4 i ] DA s R IA
VEGF. ARGI1, H&Z#id HIF-1a SEBLHT. 53 B
AR R EH R, R =WAREN T
HIF-1o 78 %80 N A8 NSNS VEGF. ARG1 Y
BRI, A IR A DG B R R(TAM) LA M2
RBAL, TAM2 73 il ) ARG {2 3 Bt e F) A2 0
(B D).

IbAh, FLRRIE 25200 T 4 f A1 NK 28 f o) g
(B 1), s 0 AN T 200 i 5 4 1 R P AR 355 o
HIWE S FECT 4HM 7 WA B A M R 7 TFN-y /b, Tfi
H bt #2 5 208 PEP £ i NFAT 15 5 7. 1
Brand 5k I 7L R o 76 I ok B2 bk 4% B AR
F . R R A 22 e 08 N R 45 2 I Warburg R 78 %
R B ALK Y. FE B R i I C57BL/6
/N A, LDHA RFRIEA G EAM L, e
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B k1% ELMRE IR A 43 W TFN-y () CD8' T
40 AN NK 40 i B 38 22 5 T A Sl 2k I E2 40 AN
NK 4f ffl ) Rag2yc™ /N H, LDHA kKA 4 Y
Xof HEZELAH B BSORTRE 0 JL TG 22000 3% W 8 At = 2
(LR W] LLE M) T 40 i A NK 408 TFN-y (1) 5
WM IR R AL PLEITEC R, T 40 A NK 41
Jis SN 995 R B 1 LR 2 5 BUK A R AL - 1)
¥ 1 NFAT b, MM 20 NFAT 8 4% (1)
IFN-y P2 A gD e i T (1), BRI %R
2 I e AR 5 PR 5 o 1 LR 5 B A A R R A
IREE 24 G % 20 B Th e 5 B0 S e ik R U8,

2.2.2 TEEE 5B XX A Bl B2 (phosphoenolpyruvate,
PEP)

WIRTSC 2.0 Frads, Wi Jed 40 i P 4 F2 A 11 s e is
2 BEAR PR YR T 41 B X 8 AT S I R, AT
O bR P T 4HRR AN T RE. A ALK,
HIEESE T LM Ca 5551 T 40
SZAR(T cell receptor, TCR) G ALH| 7T £ BH,
i AR T i ] AR R N Ca®* K. LC-QE-MS
AR /BT B, 6 T E AR A ) e (A =4
PEP i i #l1fil] sarco/ER Ca*-ATPase (SERCA) ¥
KYEFE T A Z A T Ca¥-NFAT {55, MIifi
A T 4 AL Th RE R R 35 3 —20, WRAE
CD4 11 CD8 A1 T 4t o 1A 42 i PEP 4K 1
filf PCK1, AL Fif T 4080 1 808 Shie, i)
P ARG, K A R i 0 B A7 T B U7,
ZIURTFEAR R T8 T 4 R A AR AR 7 s
M0 EL R NI T 4 m LU AR A 0 T
S BT R S 1, R S iR T AR AT AR X
(B 1).

2.3 PBREERIR B9 B 4K 151 P 4 3o S vk 4 Al K T BE B9
A
23.1 HiFIIRE E2(prostaglandin E2, PGE,)

62 VU 475 TR A2 J 9o 4 L A 06 =5 I I R AH G 7 —
FREBE T ARIVAEIR, T2 G TR 2 i HE 2R
Y. PGE, & MW EEM M A KA, B
J& RRE SR LH — BRI PR BRI RIE AN, A5 KF
) PGE, B fig 51 2 hE ) M. 50 PGE, #& A%
PG HMfE — AT DAY HE bR A0 A7 s . IR IRV
TR DL R A R A, TR BT e A A P S
PGE, i AT @i [ 733 K 55 43 Wb 7 X5 Wi A 355
P ICAR ARG, LU AmRR IR e S NE. e 40 i P 3 17
PGE, 7] L5 3 HAT e 4 D RE A IL-10 FRORE IR
it 968 240 B 43 WA ¥ PGE, R LA A 5 A fih 738 4110 1) R R 1)

M1 A B 4 i 1) 2 g ) M2 B 1S I A i A 4 20
(K 2). 18 Reis e Sousa /NHFIHF TR, /N
Sofh F O OB AP Braf A & L COX2
(cyclooxygenases 2) Il 73 PGE, 1 R, #EiMif
HEMR B K R . 43 WA PGE, AT DA Rl AT 4H
S UM 1) CXCLL. TL-6 AR 4N f 4 7% il i 8 -1
(granulocyte-colony-stimulating factor, G-CSF). #I
i 5 22 W (LPS) il ¥ i 1 8 B 20 i 73 W TNF-o F
TIL-12 ] T 2S00 3 O A [ A e 728 4 PO 33
W AT G B e R R, B T Ik 3 S g
AR R AR H B 2). FIR, RN B
B R BN G5 e A% MR R B op, R R T ] L bR
(aspirin) B & %E K Ai (celecoxib) 1 #1] PGE, 1177 E
Al AW [E] 3 58 anti-PD-1 /S BP0 B %0
COX H 0l 77 o] LA R AR 45 s B e AL I8
MBEORB R R, KW ENTBE IR 5T
T RPERIT, JUHR S ke A AR W VAR A T
AR,

2.3.2 W R KR & BH [E EE AL % (mevalonate and
cholesterol metabolism)

AR R T K T AU 5 T A i 88 R ok 2 1P e
SIS, 1M 2R R (mevalonate, MVK)A 418
B EE UL A AL NADPH. ATP 254 JFURLE
iZ ACAT1/2. HMGCR. MVK. PMVK. MVD 1
IDI1/2 55— Z FIACHT B & B B B . 28 7 T — 040
(isoprenoid) S A A JE ZCH AR [E B, X LeAX )% T
IR R AR e 2 R L

FIE TCR-yd 2R T 40 se —FhRFaR i T 48
JMERE(ZH T 40 RIA S o B TCR), T2
AFEM ALK Bk B RGAH R E R 5t
mh, R RLR R 40 i R T B R R L. 2003 4
%ifi 1 #) Gennaro De Libero SZ36 28 & B, b J8 41 g
P IS PR e TN R A A A % 1) 7 0 T DA g A4 S0
TCR-yd, 1E i 98 20 Jf 4 FH Bt MVK i % R T il
HMGCR J&, A AWIE FEAIC MVK 38 8% R A ™
Y& & Ik B TCR-yS R T Re . Tfid %
1% HMGCR B3 {5 11 245 4 4k P2 bk 63 4 i Js - W] RA
B i 3 58 TCR-yd BRI AE 71 (K 2). ik, Z%5E
SCEE A MR 2 i o SRR 2 s 2k MVK AR %
PR SRS T, BOAEROE T S OB H
IR S BN T R A T T RIS R AL AR,

JOER [ P 2 4 B T ) B A A Ay, D Y
T 440 i 5 S B 22 B0 IR 5 A DA R B 22 ) UL I
B NRAEAE IR L R AR IS 5 B A At 7 2
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MR 2. C&, PN R IH AR S
PURTER T A IFNy BB FOC, EWRYE i A ARER L
[ REL[E B 2 mT LA R TFNy OB, RPN R T
TR, DR, e 4 A e I T ] T DA
PR e J6 200 it 8 2 2 M AL S H Al YR 9T B, A
LT, iy 24 i P JOEL T e A e R T e A DG Bt
Ji %5 B i (glycosphingolipids, GSLs), & #5¥# fig &
RS, A G HEPUARIR . 2016 4F 1 [EE}
2Bt AR A A S A AR Y S 5T R VR ER BRI
AP RFFAEAGIERI: T 40 M ARG B
JIF [ B R AL B ACAT A& — MR EF I 5L 2L, 411
il ACAT1 Fyvd M RT LUK K& A 1 T 48 B it bt
Iy Ihae. B ACATI #5405, AutE T 405
JEE b (% i 2 JE ] e K SP B ver, AATTT LR T 40 R
PR g% AR B Ak [RIR, RHFA fIEF
F ACAT1 /)53 1 # fill 771] avasimibe 7 /) Fi 5 4
HIE T IR, R I AZ A ) R B A AR B i e Rk
Ni; FF H avasimibe 5 3LA I8 %2 V0 9T I K 24
) anti-PD-1 X J5 2500 B AR,

%W 5 I F LXRa £ E 2 5 iR 5 H [H
REACHARAS AR T, m DUAE 48 A 14D I ] e (55 [ e )
JIT 0 PR R SRCIR 4 i JE 3 2y W CCR7 (CC
chemokine receptor-7) | bk I 4% B 2 46 G 2 N 2%
RAEGUIMIBAIER; Villablanca SV & I, A VA
P e 35 I8 LXRae BOAA, I H01 ) 1l 2040 SRR
A CCR7 FIFIL Je 43 Wb S AHBL A 225 5 (] 2),
Tl S AR N U b R rh R W 2 B B SRR 48 i 2
CD83'CCR7 14 FOIRA M ;G FAE /N bR < 5
IR KiE LXRa BLAR I EF SULT2B1b(sulfotransferase
2B1b), 43 CCR7 Zbk 28 B BN FOIRGH Y £,
a] CABH P R AL DA g B AR W E [ AR
U =2 5 e 2 P P S e itk OEL BB e 4 i
T LXRa A 7] BEAE — PR ANEE BP0 IR S %278
JTITER.

2.3.3  MZETH iE (ganglioside)

PRATTE R EEAAE T IRMAE RS, SME
YRR T R ) B R A o AT RE 4 4
TEMRZ BRI, BERE. AfmF,
I 728 40 L J5 2 T P 9 2279 R o L B O S
YERNIES IR s M Thee. toan. PR
JEPT LS HUE I T 2B A M 25 -4 0 e 1 b 2
TR 59k O IR 45 00 ) 24 o L S R 2
M IG5 s SR 2 LR T B2 AR 4 BEL T A K

5 AR A NS ) 4 R e L AR

L1620 2).

2.4 BhiE kiR B9 = B EE R B =4 2 % Tk 4 A
R IEERT =200

2.4.1 K& (arginine)

L- KRR A2 I FLA R N I 25 A L TR
R, BEFEHTAEREBR. PIRMIET .
TEAMN, FEEI S 2 R (arginase, ARG)HI—
AR A B (nitric-oxide synthase, NOS) M 43 7l A4
BURE S L- SR — 2R L- N R

Z R P it B A NO(—H AR, X
2 A gk b eg i 8 AR . TE . B, T %
DNA 547 254 LA K 37 b9 4 28 1) B AL ) 2 — o34,
TEG s« LI i S Al 2 e B8 3 v 2oy e il
FIRARIEH) ARG 1. /N B L 4 i fn SR e
KECRIEH) ARG WA DL B AR 244 1 4 5 B iR
A 16 L 15 77 06 e 0 PR P AR . B R A i b i
FRIE ARG A LLd I 5 ol SR i (2 3k Jiev g 1) I 7 2F
BSCE,  BR I b e A e ik ARG B T AT BLE I 3R
JiG A T A L A, 3 AT R IR i R N R T 2
MINEES, R FEUI R S % R BCR (A 3).

BEAh, 2 B0 R 2 i P 5k = 2B RRORS R 1) % B
M ASSI1 (argininosuccinate synthetase 1), X b2 &
B RS R & FGRE T I BRER, FEX A L T iR
0 2 R R AU PR RS SR SR /R A M A DG B A
BEAS R P RIS RS = . SRS R I, e ik
TSI o e e 0 L PR AL 1K R 2 PR AH DR 1Y)
EAEAN M (B . A AN A A 2 N
PR S ) FRAEETN . A G i AT P B A R
5 B ek e 2T P 32K 2 BR Sk = PO B . T i £
FUBTZH % AR A 2 25 DR B 23 A R S5 iF 98 3
Y. VO T 40 FE K RS 2 R 0T BB R AR
WU, ELANEANIIAS 28R WT LASE I i Ay kS
RRMIL TN ERE, Bd8aHxET
(BAZ1B. PSIP1 F1 TSN)UIMX i =45 4 2 1 A
NE FHEEE R 7] OXPHOS 36 #e, 128t T 40K
A2 A Ao e 4 i o) Fc s, 3G 0 B e S g B
WL FIRHEFRY], R 4R A RO K T 40 i 2y
B K E T AETOA B b RS S IR AEHF B B R A A7 B
FARHETN R R HE, DRI IRATTAS e 5 Al B ) ol P 555
RS Z R AT, PR 9 AT BEAE A% 10 i g 1) [ s 2470
il T 48 B DI RE, IX08 7 2 B S Ig R4k
I FRAR R B g% S5 1
2.4.2 KRR (kynurenine)

RIS A VAR AT R B BT S A Al A= A A
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WHESH T L R L R, AR 2w
A FEIIXUIN4E & IDO1(indoleamine-2, 3-dioxygenase)
F1 TDO2(tryptophan-2, 3-dioxygenase) ¥4 {4 2 FR % 1t
R PRI, 0 B IR AT LA PR 1 Tk 200 i 5 A b e 4
HFI Y HL 22 2k A48 v % 34 IDOL A TDO2.
9T A0S 5 T 40 B0 58 b i 0 Z BRI B S
R, DRI AR 5 £ TR A e 40 DR AR R
MG 2SRRI Z, 51N T 4 R T
(B 3). dbAk, RIRBRIE WA N EL A0S AHR (aryl
hydrocarbon receptor), PAK#S i AHR 77 S AE 3 i
ST AHMR A, e AR G e B

3 SgE5RE

PUME e I T NI R iR TR RE SR (it T W] e
PE, SEGRMST . BT P ARITIEMLL, EXi
JE (a7 A AT LU i BRI E /S, JCE
TAESTAREA 2RISR EE. H2
FEI T MR SO B 2 A1 T 9 4 e P e e e
JS2E FRIALAR o0 i . 33 1 PR A I S e e 4
P A AR B, R 428 S e I LT R H RS
IR G BT IR A R TR TR K E TR DA L 4
J 73t (A 7 0 ¥4 R i ) B AR R R i ds .
a0, SR A AV A O T R AR . WL
BRIRALA T . e IR A AR AL 70 REL I . ke
227 R DAL DR MR SR P R A ik i 45 U A
TN R D REREAT S LB IR .

iR SR S5 T B T B R A LR 2 B A
B EHER . BRPUR SR> T UASN, A7 2 Fh i
EREESR, WMAEER C. B W5, XL
BE Y LR Z M BERA R T, AT
WEAAREEY. ZE5REES. KIEFETHT
THRESE; (B EAIEMIE P BLR SeBe g i b A 45 6
FERThREFFANEAE .

TR R 9% FRD RE T LA 308 36 G 72 R 0138 4 2 410
i A AR A R 2 A, TR R R G B R T R B
R AL e 368 o A 2 U0 ) 77 AT S P A Al PO
IIEIE BRI ) . — a7 IR R AR
IR R A R AT L R LK 2R O R ) F R, (H
7 S B AR NEAR R ELANAE R E pUI R T e Al
RS T AR KREAMHRINRHER. &
Wt 1R J 22 IR A, DRIk, BRI bR A AT
P E RE R AR H 2 S LR 1) e R 4N P T e
Jedd . Rk, dn ey 4 20 i R 4 R A A
e AR L R A iR D 48 s AT i S B

Wi, I E N R 5 A G B 4 I M 2 T Kk 2
WG TT T3 R 4 A A BEAT U R %
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Regulation of Cancer Metabolic Reprogramming
on Immune Microenvironment”
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Abstract The success of cancer immunotherapy demonstrates the critical involvement of host immune system on
cancer cell killing as well as the feasibility of anti-tumor immunity, whereas the immunosuppressive tumor
microenvironment restrains the step forward of cancer immunotherapy. Tumor microenvironment is able to induce
tumor metabolic reprogramming and this process leads to: (1) competitive utilization of nutrients between tumor
cell and host immune cells; (2) regulation of activation and effector function of immune cells caused by tumor
derived metabolites or waste through different modes. Thus, this review focuses on current views of the influence
of tumor metabolic reprogramming and relevant metabolites on host immune, in order to provide theoretical basis

and new ideas for cancer immunotherapy.
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