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Abstract: Both innate and adaptive immune systems have established roles in antitumor effect
through various mechanisms, based on which the tumor immunotherapy has been developed.
Studies have shown that immune cells undergo metabolic reprogramming during the process of
proliferation, differentiation, and execution of effector functions, which is closely related to their
antitumor immune response. T lymphocytes are the most important types of antitumor immune
cells. Herein, we will review the research progress on the metabolic reprogramming of different T
cell subsets and its effect on antitumor immune response, also explore the antitumor therapeutic
approaches targeting the metabolism of effector T cells.
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S I A0 B DR 5 8 A0 B By CD8Teff 4 i 15 1k &
FEGUI IR S 8 R0, Tmem 41 HE HEAE UL S BE 1L 12
FRATT I, PR 2 4 2% A0 e 8 A ML B B, X 49 1 32 1Y
KA B BeAh, e R e 400, in [
SR A 3 20 LR 8 P T W 0 L A B A R A T R 4
IVERT

M a7 & 2022 £ 5% 28 % 11



KEWFoR R, 15 Ak e s 240 it 5 e g 4 i L
AR AR AR, ] R A AR g R I
fif 988 43 PR 5% (tumor microenvironment, TME) # B &
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SRR 1% M P it RGO OXPHOS $2 1 ATPHP
5 EiRA 7 U] Treg 40 i 32 2K 5 N5 5 R 4
fk ( fatty acid oxidation, FAO) /= 4= ) OXPHOS 3k
BEag ™, R, M E A T 4075 2 TME iy
B IR TR SRR G R A AT TR T 2 i X
B AR R VTR A 8 IR B R AR T U R
B I HE M BRI &

1.1 FEEERE 5 5 hE Rk 5

ARG B ME W) IR CD4*T 1 CD8*T 41 i 75 4t i
WA = 0975 5 R O R PR BT, 2 TG 5 43 Al
J5E TG A Y Teff 4080 & AR QS R g A, 4 0 AE
T AR Y 9 AR G DA SRR PR AR U ST
TR, A AR e A L 2 T A0S Ak i b 1
B2, fedlr JLIAF 5% & B = R R (tricarboxylic acid,
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TCA) FEFALHFI OXPHOS 7K F- 1 ¥t j&: CD4* il
CD8'T 2 A 1% Ak 1) SC B PR 2% ™21 ) Wang 451l Finlay
S BIRESE K, MYC R A5 S I 1o (hypoxia
inducible factor-lo, HIF-1o) i 5 s UG PEBEE T 40 iy
P BRI e EACS g AR . 7R iR R, Myc
A1 HIF-1oc £ 37F 2 Bt 1 95 ik A OC A0 B BE DY 26 38 B
B qn M1 AL P9 B PR B (pyruvate kinase muscle
isozyme 1,PKM1) ., C ¥¥ I B 2 (hexokinase 2,HK2)
S5 WAL T A0 AR N, S BOH A i i is
M 1 (glucose transporter 1,GLUT1) % ik J} & 24,
GLUTT ik f 784 CDAT 4 it W i 1) 7 26 48 A Sk ik />
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5 ML) 2 0 ke B0 il i 2 T M Teff 4R LA D fE L M
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i X 48] 2 0 1) T R, DT 355 S Teff 40 i 52 3 A 0 052
HEik S, Blagih 4 PVBFSE & B, AR A K BE 52 2 Y
R PR B 0T 0 40 e AR £k 2R (extracellular acidi-
fication rate, ECAR) . 3 Jill #& % % (oxygen consump-
tion rate, OCR) .J# 55 mTOR 15 5 I3 i Teff 40 it %)
UM RN . MTOR Sk fé 54 T 4 7 ) ih RIS 2%
U IE AR LA IL-2 A ABR 58 43 fb A Teff 2
J, 2 A R F 53R Treg 4™, Sukumar 555
T 2 B, 34 o b T i A Qi 25 7™ S 01 3 CD8T 4t i
WA IBICAZ B BE T, T 0 0 T e 4100 ) 551 2- 05t 4
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IR AH L, 3 AR T 4 A b s BRI e 12 B ) e i A
B, ffE SLC7A5 (M FK LATI) SLC38A1 ( X Fx
SNATI1) SLC38A2 ( L FK SNAT2) #1 SLC1AS ( 3L F§
ASCT2) 3Rk s A G B R s 2 R 4T T 24 i
B E AT RE 256 H % Sinclair 5“5 & B, 16
A6 B T 4 Ml o b 2 2 R § iz 2 1 g i R T
SLC7AS i RIAFRME R TR, JF{E 3k mTORC1 /7%
WO s Q2R SLC7AS FRIK RIS, CDAT 41 g W A fE 2
fLIE B Teff 20 s, CD8*T £ M & 1 Teff 4H A o 77 76
FEEEBRG R XT CDA*T 4153 fk I 1 Treg 40 i 15

RN XM 22 R EE 5T 4 A 22 8] A [ 4 349
AKX,

PRI RAE ARV 2 Ko F WG
HIA G 0T LR AN 2 B . TR 2 IR 1 35 T
T B LR S D HORE R TE T 20 M 3 A i
HEAEH® Geiger 55 9K 16 LAY T 4 ffg v]
DI SAR HORS 2R, #b 78 SN A 2R T el T 4N
JH93E R I 28 I Tmem 40 M 104 7= A=

S R 2 AR W IR AT B 1 TG R At AR A 4R
WS BT T BRI IR . 8 S IR A fifp o L i e
JZ-2 ,3- XU %8 1§ (indoleamine 2,3-dioxygenase 1,I-
DO1) A1 8 2 2 -2,3-% i % i ( tryptophan 2,3-
dioxygenase 2, TDO2 ¥4 (2 W2 5% {2 RIRER™', i
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Je HPE K SE 9 IDO1 A TDO2 £ A% TME (5 % iR
(A RT FPE  DACTT A0 1) T 240 f 470 ik 73 255 T 400 ffd
{18 3% T X A ) A 45 vl 0 a0 1) Wl Oy AR, 214 i
o T PR 5 v 1 0 STk P 9 200 i A S AR o ) R T
OB Z 0, A5 55k T AR, BT 1-
DO1 EA A F e il f9 45 4, IDOT i 55 & —Fh
e B HA KR CWiRyr ik, —m 1711
I FE 4 R B  IDOT 3l #% 3475 5 indoximod(d-1-MT)
IDO1 7] INCB024360 (Epacadostat) Al IDO1 %
OGS bR B B R 2 T

A S BE R AR 2R | R AR BT Y 4 LR
PER A, A B AY 4L RS 43 . Nakaya 45 O
FERI, A EMEM 28 H SLCIAS 7E¥) IR T 41 i
T FRIAIAL, (HAE T 40 TS AL id Rk B B b
LA XoF 2 2 I i 1 K8 55 5K Carr S5 “SIBF SR W],
IR i) 355 77 B o (1% 25 201t e mT 40 1) CD8*Teff 21 fifd 14
B RIS, T R o 24 A 20 B 149 ) FH M 2 B B A 9%
L1 CD8*T 28 M {6t 1] F [ 1212 4 Jfd 2 74 53 £k 7
Klysz 255058 & B ol 1% — R (aketoglutarate ,a KG)
SR HE N GRORL A R AGE R AE BR 1Y) A5 Sk e AT AR AR
AJVESR CD4*T 40 A 43 Ak i AR 370 eh it Ak
AR WA BT Y S BN oKG =i
Teff F1 Treg A A= Z A1 V-5 ] Treg FRAVFLAZ
1.3 BRI 5 5T g = L

TG A 0 T 40 M8 o B B R Y oo A R A
(sterol regulatory element binding protein,SREBP)1
F1 SREBP2 /-3 g o AC I B 4w f, 380 B Mk &
JR I [ AR, 5 ELAE R A A Y, FE T
SREBP {5 56 S IGO0 J5 19 CD8*T 41 At
I g A A2 B B AR . 78 CD8T 4 i i Ak #1445
TEAR AR 20 e O i 2 L B R AL 2
WE4H G A O W% #2 B8 1 (acyl-coenzyme A :choles-
terol acyltransferase 1, ACAT1) B9 ¥ 75 ; 41 il ¢ 8 )0
[ P 1 G ACATL 36 14 mT LA B CD8*T 41 i i1y
Jo BEE UL ] 7P, AT 2R3 TCR 2 AR R AL FIE 5 1%
S, B SR BT bR AR R AE RE T 52 AN T 40
(G 7 R G R BE K M 2 R R RS A R L 1
(acetyl-CoA carboxylase 1,ACC1 )k Ja sl 8% 5 i R
(=A% Lee S VBFY R BT, ACCT TRE #2255 ] ik
SRELF R CDST 40 i AR S, I H PR il 3% 5 1Y)
CD8'T 41 EAZTG . ML 2, Treg 40 AR5 S0 55 B
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iR, I ACCT SRR A 23 520 Treg 40 ML 1Y 73 A6 Fl
hRes,

Treg 4 L 4K 2lf TME H () G052 300 i & 5 B0 %
i 52 Y G PR 2R ), fedln, Lim S5 OB 58 & 30, IR o
AR I i g A 4 S R TP Treg AN MR D BE & — 1k 1L
Hb,FAO 7E Tmem 20 i 19 A= BN ) 58 4t 45 v K %
FAERT . Saibil 25 WFIE A, FAO & Tmem A B5J i
BT SR e B AR R AL, A A T Tmem ALK
Y+ 1 H D) RE A0 LA B AEE . FAO 38 7T LA Y
Teff 4 i 1 Treg 20 il 22 (] (19 °F- 1, FAO #lHi Teff 4
JL 5 A I 4 ] PD-1 T Py 25 6 B A Rk 4 RS il 1A
(carnitine palmitoyltransferase 1A,CPT1A) )ik,
AT 55 TFN-y 0, L2, Treg 40 FAO AH
FKHEIN (A4 CPTIA) % IK 1A FAO KF Tk, it
Pt Treg 4 AE Y, WFFE R W T 40 )i A 5t 4 Ui o 25
AR A2 ] 1 7 1 R AR E A

2 EE[E AL T 4HBE AR it

PRTE T T 20 A 29 A AR g Oy =X DL
PR TAL 3G i RN D) REAH G Y BB T oK, 18 0 4 i PR
RN R EE A AT B A L R T R A
PRI P RN T e 2R 98 4 e 48 R 4, R B0 TME
IR TR S A PR O HL Bk = i 2 M A 2k
JHie S5 8 SR W oL LA RS AR | (0 R R A5 G A B IR
XA ] 8 B85 DR R S o T 40 A o B fig OF &
T MM pEE e F T 4R AR BN T —
AT IEHE R T, B s kA S 0
] R sh R A G Ak T AN S
21 REKWESMEETE

G S5 T 1 A2 438 3k T B R ARG ok B AR Teff
2 I B I gRg RN o Patsoukis &5 PF 5 & #HL, PD-1
08 3410 A R A AR A B 0T 4 ik R U7 R A 1 o
Teff 4 KL DI ie . AH I , b Jed 40 M 2R 38 PD-L1 3 98 i 255
WA, JE— 2 B 25 Teff 20 i X 3 Fb 56 4 fE &I Y
(R, 550 Teff 4018 19 mTOR % 4 % i fE
A IFN-y 7= A= 98055 , 1 BB PD-1/PD-L1 7] DL i
Teff 20 MM 1% A, I 384 s LB Mogg vs 4, M2
T ,CTLA-4 1 1 4 2 Bt i 5% iz 5 1 9 75 Ak A
SNATI F1 SNAT2 Lk K %5 ¥ 5% i 2 1 9 B & [
GLUTI {323k, I 40 W i fift 7 AN 35 m CPT1A 3R
IKF FAO, B CTLA-4 3 #0 Teff 41 i 1% 1k >k
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HERp G DUBRAPIRZS S, ek A w5 BELWT AT Ui ik
Teff 4 g K LA i R, AN M3 5% Teff 20 HT i
TARUN BETT
22 TERE T @RETTE

it AR VEAR YT R AN A R TILs 2 TR & 5T
Jii 32 #& (chimeric antigen receptors, CAR)T 4l Jifd J7 1%
C IR AE A T X Ji g 79 K0 sy T A BT
710 3 b e DAL e X T 20 B R A T A g A T LAY
B T 20 M40 TME th AR IR BT &R . WF5E &0,
Teff 4 fd i 2 14 Ty 58 1 12 2% 2 il T 3o 4801k 4 il 1A
BT WO AR y SLBTE I 1o (peroxisome pro-
liferator-activated receptor gamma coactivator 1 alpha,
PGC-1la) f BRI ), T L 35 PGC-1a YR IK AT LA
BRI RE , I 525 Teff 20 0 b 40 fifg B 7= A 3
I, TR 58 T 40 M 5T MR S0 . Yang 55 I0F 58 3R
WY, 385 mR ACATI W78 [ BEAR N, AT LAY 5
CD8* Teff 40 g A HLIMRAL N, B2 FEARSRXT T 41
I 2 A7 5 A s 0 T T R AR 2 R Teff 40 i HT
i e R 1 — bR AR
2.3 AR BF

2 A N N O W 1 R O
Chamoto %557 3 B Teff 41 At 28 b7 74 T fig 2 e 7%
;A1 5 BT (immune checkpoint blockade , ICB) {6 7
BH R NER bR EY . AMPK .mTOR Fl PPAR-y [
NG T BB S ICB 7 ik A A Gl DL BE Teff 21
JL A 2R AR T R, DT RS 58 CD8 Teff 41 i 1Y 4t M &
GaPE N, Chowdhury 55 ““BF5Y & B, PPAR-y 1%
)51 A1 PGC-1ow B 3 G 751 i 1 P i CD8 Teff 21 i
LRI AR I 1 VA AL B R Ak FIOBE IRE A KT, 3L
B Z ) bn T 40 MG 5 O k3% CD8 Teff 40 i i1 2% i
e, P, Sk Dy 68 8 55 B/F 2 4 98 Teff 40 /i
B Je S50 A ROR I

3 #it5RE

R, X T T 290 i A Q) 2 4 A 1) IR RS it
it I8 SR BBV B R R R A TR TR R 2 b, AT
ik Jeg G 5 40 JEL 1 ARSI P B4, 8 i 280 T 40 A T
RETEXS 1L G5 7 1A YT B B P 51 A R A SR B B
DA AR, N TR R i T T
#1) T A0 AR BIR YT I I EAR E— P IR
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