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Metabolism and function of NK cells

YU Yating, ZHANG Jian. Institute of Immunopharmaceutical Sciences, School of Pharmaceutical Sciences, Shan-
dong University, Jinan 250012, China

[Abstract] NK cells are important components of innate immune system and play a key role in immune responses. Activation of
NK cells mainly depends on dynamic balance between activatory and inhibitory receptors expressed on surface. However, in many
chronic diseases, balance between these receptors of NK cells is disorder, resulting in reduced cytolysis activity and cytokine produc-
tion, which is in a state of immune inactivation. In recent years, many studies have shown that intracellular metabolism is crucial for
immune cells such as NK cells, and changes of metabolism will regulate functions of immune cells by affecting cell development, pro-
liferation and activity. In view of powerful anti-tumor and anti-viral effects of NK cells and their important clinical application value, it
is important to study their metabolic characteristics and mechanisms. This review mainly introduces metabolic patterns of NK cell,
related regulatory pathways, regulatory effects of metabolism on NK cell development, memory and functions, and metabolism-based
NK cell therapy, also expounds important role of metabolism on NK cell biosynthesis, stability and effector function in vivo, as well as

metabolism-related factors involved in NK cell inactivation in different chronic diseases, providing a solid research basis for clinical

application of NK cell therapy.
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NK 21 e J& T [ A Wk E 20 B (innate lymphoid
cells, ILCs) b1 , 15 FCAB TLCs YR T 3 5 F) A LA
MLARA . AR ML G 2 B A6 14 55— 1B BT 2k, NK 4
i AT A oK 82 0 SR B R D0 DR S8R B R SR
e 1) 40 6 0 SRR A . 5 B AR T 40 AN )
NK 4 Jfd 3 T A 2 1k 8 A A0 I 8 S 1 sz A i 2
P A2 R AN 1 P 2 AR BEHLAL &, P 2 (A1
Bl PA TRE NK AR S AR ) 17 2 B 32
NK 20 64 S BEAIL ] 5 22 A0 456 4 J7 1T - RTS8 A L
2 FL 2% P01 7 A 4 R RE VR 5 2000 TFN-y S5 4
JEL A A S S VR R R A 5 BRI BE T A OGRC
1A FasL  TRATL 25 175 5 500 240 g 08 T 5 38 2o 70 (A 1
20 B A 5 1) 40 B P (antibody-dependent cell-
medicated cytotoxicity, ADCC) R L A% 175 4 41 g™ .
AR BB 1 A5 NK AT A & B, A ATT2 # A 3) NK
A0 BAT S AZ I RE o T NK 20 O PR A )
RE ST VR BRI AL |5 OB R AT D RE LA K C
LA, NK 20 i © nl o BAT H Bl R N A (R A9
TPEIRIT AN

Y PE F GEAE 5 S5 AN W BRI B SR 1) aod
PRl EOR B BE LA FE , Xl o 20 4 i DA S
PRARAG I A A W | IR AT 17 R 25 75 3 W B LA
HEFFALRE o X B8 IR ) BN S g A0 B RO A ] 32
LG P71 — 2 AR A A W) R 701 RNA . DNA
FIER F A5 04 DR L A A A 3 R B e
I T B g 200 i e (A5 AL ATP B IS ) DA 455 3
& o DRI PR IS T S 5 A AR R R # )
REHAT 28 R E AR . AR 7 sURE 8 S ¢
20 M 22 B A W05 ORI D BE R 5 LA AR DR R 2
YA WYL 7 R a8 1R 2, AR E 2
KA e AR T S AR I D RE S, AT 5 2L
PUAAL T Hp 2 GRS o BF5E R B, NK 40 i /4 )
AE-5 A B B A S, A H 4 A X NK 4 g A= 1
KT ACACRFAL TG 25 35 e 45 S B A A
PRI, TR T i NK 20 A0S 2 2E NK 200 D P47 e
T PTG T DI RE T A ML AE 2R T NK 40 I A S0 22
I B E A R B SR AN

1 NKZARpIKiE7A R

AR 51 2 20 A i ) 00 A o AR PR B
FEMR N B e A2 B R AR LA — R R (tricarboxylic
acidl, TCA) 8 55 HR 21 14 2 52 2 6 1418 10 24
20 L AT F8 7 A T2 EAORT T 25 B X Sl B R 1
AL BERR 1k (oxidative phosphorylation, OXPHOS) .

e A i 2024 RS 40 4

] 7 W 2 W T A A ) TR TR I A R 1R S B R
AR R Hy LR G A JFE A TCAPRER , 7 A 0d Ji 2
it NADH 1 FADH, , T HL 1% 126 2 i 7 15 14 6
(electron transport chain, ETC) & &%, {# H* GE 0% B
JEZE s LRI P L, AT K Bl ATP & Bl TG 7 I
Hb, B 7 R 2ok B4 Ak A 1 SRR A S R
I e HE B o- B T R (a-ketoglutaric acid, a-KG)
WHEREHE A TCATERR, WK 5l ATP A= (18] 1),

L1 NKAMERHCH A NK A i 32 2
=0 #EDIRASTR (9 NK 4t i EA AR He il
PR, AR 355 B AR 7K ~F B B8 1% £ AT OXPHOS 3
o ABFFE s T BONK 20 Az 1 R AR A a4
AL, Ry NK A0 & FE DR e Al pg i R . IL-2,
1112 1 TL-18 45 2 fig A~ 5 s 06C 2 il 3 fie F NK
240 i Xk 7 2 A )RR B, B g 0 I8 ) OXPHOS ik
#1 CD16 BRIk NKG2D 52 1A 8 i o vl 3 13
N NK AT = 5 (2 2L B MUK 537 CD107a
il granzyme B &3k, 38 D WA & 50 0] i — 25
W ARSI NK 200 Y e e o AR A A
7 2- Jij 48 8 45 B (2-deoxyglucose,, 2DG) Al OXPHOS
010 79 5 2 2R 2 W S A A AN B TR NKC 4 A
A JE A TFN-y 73 30 FUBORL Al 3515 2DG
I 23 B AR TL-15 V00 (9 A NK 2 ffg 43 58 B ) 0 -4
M K562 M AR RE ST ™ s /N BRI N TE S 2DG 2
E AR poly 1: C 5 F (9 NK 4 IFN-y /7 A=, I R MK
NK 2 A X} /)N BRLUE 20 B3 B (murine cytomegalovirus,
MCMV) Y IEBREE I . R4 P 5l 52 (R ik 42
PTG Y NK 20 00 S i o A i A S it R 45 D e
s H gt

1.2 NK MR NK 4 2 75 6 FH AR B4R
BB R BEATIR AT ST . BFSE R, MR W7 R A Ak
il 35 X5 NK 4 L 1FN-ry 1RO it 7 A= TE W 2 520, 158
WIRE BT AT e A2 NK 240 2 ek 5. (Hs
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Fig.1 Metabolism of NK cells
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B R A R ST, FLICIZ M I B 5 B2 1 B 1R 4
k25, B BRI v BE7E NK 41 i & & 2w i
J NK 40 ML e A2 R A T8 ik 7 v & 44 ¢ AL e AR
FRUS o WY AR AR P B T R i 22 HERR 23 B
FEBEAR T, T3 NK 40 fg e B Fn sl RE"
1.3 NKAM I I AT LIE R
REVRY 2 5 TCAPRIR , 38 ] LAGERFAR A 35
(G915 5, D G A 0 40 e P 22 B 1R 5 it J2 NK 40 Jifd
RIEDIREFT TG 1 o A Z B A 7 A2 1 a-KG 1]
DL TCA T AR, {23 ATP A Bl A e H AR
S EE BT A AL, X 1 A S A kA
AR o WEFE R WY AR N A T IRk = RE 6% 38 fin
I J3 AR A 453 05 400 1) K 200 J A R 3 0 4 2, T b
TEPEAS e H IR RE A% 12 F NK 40 s i teAh, 4
JL PR ¥% 38 FE 11 SLC1AS Fll SLCTAS DA K %l Bl i 3k
SLC3A2 5 B2 2 Ik e A 2 A TR 46 0 RE A8 Dt A
T %, 4 55 NK 4 ORI A FT OXPHOS 3R
S22, R 2 B I Bl 1 B T £ R OXPHOS J2& NK
i AR R AR (ERE I AN A R — AR
77 2UAE NK 4 M A= i i 8l th A eSS 25 5 24 AR B G
., BRI S o 2 3 il NK 40 A4 Q35 2 8 Fn 2 fig
P, 2 R A AR A I AR R R TR R
FEEEAEM .

2 NK AKX giBEEF

2.1 LB AR &R A 1 (mammalian target
mTOR J&—Fh IR MR 22 42/
2 R B VL VR, 2 B T UL IS 8  RE OC 3 t 2 1
R . mTOR #E4L T A X AR SE , A mTORCI
I mTORC2 W Fl 2 & WA A2 LA IR =W,
mTORC1 76 52 P2 20 BB g 0 22 B W 1 il v & #4556
BEREEER R EE A A . BERE T
NK 4 its AT & 9 mTORC 1 i M, {H IL-2  IL-12 4
21 ff PR - 0 9 S S R /N BRI TR NK 41 i
mTORC1 {5538 % , {1 15 % NK 40 fa 344 58 si 4 &
NK 20 ff 1% Ak, b 3% 0% % ik S OXPHOS # 2 D) [
TFN-y F150k7 i 22 34 , 110 mTORC 1 #1575 25 A B %
) 2 I8 5 1) 5553 3 0 40 i PR - 6k N 200 e AR 3 1 1
PP Ab , NKG2D Bt 44 ) 84 e 3+ b 3%
mTORC1 {5 PRI i 24 FE 1% 4 15 35 1 SLC3A2 KA AN
IFN-y 72420 SEBH mTORC 1 3475 & NK 41 i 75 AL 11
JepZkt. 5 mTORCI A H, H ATE X mTORC2 1Y
WFFeE b . BAR mTORC2 76 NK 40 4 igHE 5 oA

of rapamycin, mTOR)
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KAFAZOAE T, (HBERS  310 1) STATS 38 [ P4 1K 2
HEWR 15 85 1 SLCTAS 2R3k, HI 55 mTORCL 1% ¥, #il
il NK 20 i sl T g =

2.2 ¢-MYC ¢-MYC & mTORCI B T i 48 25 A .
VS —Ff B A 5 S TR T, oMY C AN ] 8 o e
ff AR BB 15, IR RENS B JH NKG2D S5 6 1k 32 ik %
ik R IE NK 40T RE ™ o 1L-2 1L-12 3% 1L-15 3134
J& , WO B mTOR 3 48 19 1 e-MYC 35 | i NK 4
JHOBH I A% A1 OXPHOS 3%, o-MYC Bt 4% B 25855 NK
200 R XT 240 B R B 0L 2 BB T (EAR TR,
28 L R 1035 NK 240 ) e BT B B, e-MY C 3R A T
1 EZLZ mTORCT P #% , {0 & LR 1 Fe e 1 % HL kR
SLRR WA VER o WFFE 2B, 4 S0 i 3 ok
i il A R R 5 18 1A SLCTAS 26 1 {2 k2 JE PR B3 L,
B8 FE IR E— A5 38 3 A HE - MY C B0 %% 530 50 £ 4k 57
PR AR E ik o BRI BE R s D 1 SLCTAS 2
T PR NK 20 o-MYC 85 #2355 2508 % it
HOXPHOS R FEAE™ . BLAh, -MYC AN N R K
JE S G IEAR IRE1a-XBP1 () T UF# bR, IRE1a-XBP1-
MY C il v] 8 4% NK 2 it 2 A 44 2 fig A OXPHOS i#
R TE NK 4H L8 i A Akl A b ke R VE
2.3 BB T R4S A B H (sterol regulatory ele-
ment binding proteins, SREBP) 1 by % % K 1,
SREBP /& mTORC1 (1) F Ui 3£ P, %F NK 41 g 1%
RSS2 6 F % . SREBP RE6% 155 i i 2 iR
[ WG i ad A2 TP i 22 SE 3638 L A5 R T R 5 T
(fatty acid synthase, FASN) %% B g 85 1 52 /& (low
density lipoprotein receptor, LDLR) . Z Pt 4 il A 2 1k
fiff (acetyl CoA carboxylase, ACC1) %5, # I\ Sk J& S
(AR B PR T PR {H SREBP I ) B 7 iR
RO 1 P B NK 400 B3 v O IR 3= SE . F
GER IR, 20 PR 03 NK 20 )5 , SREBP 3 3 9415
A6 TR - S S TR 35 1] 6 42 B 11 SLC25A1 AT ACLY &
BEAY iLBT1 S /R N = e U U LS ) YR % N RV R oY)
FyAe R it 1 B A0 LT, I 4k A £ ik Co A FITRE i
2 , AT _E3# OXPHOS %', SREBP if RE %
T PP c-MYC 23512 iF NK 41 g v 58 i 4 B, 2 0
BT A F1 OXPHOS B4, {2 i IFN -y FUSURL B 3K
B NK A0 AT 20 i 0 38 1 R T (1 2) B

3 NKHRARESEEED

3.1 NKAMEHS AT NKAMARIR T o486, H
KBTI ARB B A/, LR LR
AELZA 7 A S ] bk C R A A A, E— 2D R B A
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NKtHA M . Z )5, A& B E CD27°CD11b NK 4i if]
#E— 2434k & CD27°CD11b°NK 40 fitd , I 3% 35 S1P5
fif B 6% DB S ) AN JE R R o A R R I
CD27°CDI1b'NK 4f Jifd 38 & H 2 i 4 4+ 22 1k
KLRG1 IR M b 4346 0 /IS B 1 B 40 e 0 285
R BIR,CD27°CD1 1 NK 40 i i 785 354 i i i 75 1
SLC3A2. SLC1AS Fl CD71, ¥ % f# A1 5C i HEXA |
HEXB 1 PFKL Pk X g 5t & ) AH ¢ i FASN L ACLY
PR, DLEREAR B B NK 40 =5 7K -3 5
Tk BHE AW R, NK 2 5 5 o 0,
iy BZi CD27°CD11b'NK 4 fd ik 2] 7 BORZS , iz
A A A G B 2 8 B R BE AR . 5 CD2T
CD11b*'NK 4 Jfi #f I , CD27°CD11b"NK 4 Jfid B4 5
15 19 mTORC {5 1% , H.ik 28 mTORCT A (1) /]y B
ARG NK 4 L 51 B 8 RIS, 32— 20 B R AR =
57N NK 41 i R B

/N 11 s el 7 € o R Y A
CD56™CD16'NK 41 s E. 4 o7 5% (9 % 5 A8 1, 1fi
CD56"*'CD16"NK 4t s H A 5T 5 114 73 10 248 it K] 7%
fit. H AT IA N CD56 NK 4H il & T A 2 i)
CD56""NK 4 J A /4 4 jfd . BF R W, 32 2] 1L-2.
1L-12 85 1L-15 55 4§ P 7 N, CD56"NK 4 At
HMEFE 32 R GLUTL & 3k R % 42 {4 CD98 33k D) J
mTORC1 F1 ¢-MYC ¥ 7% 72 & 2 B {2 5% T CD56™*"
NK 41 il , H. CD56""NK 4 jifd 545 55 /=5 A 4 e fi A
OXPHOS 7K1 (HAF A&, NK Al e & &
AR S DY B LRI A2 R S R S A
M 52 BT BE RN R 27 . A SE B, NK 4
JiL A I A s R o Ao B v R A R OXPHOS %
PRSI . 5 AR DIk Y NK 20 B L, 283 9
AN NK 4 3 5 ) B e a3 11 338 RO 9% i

e A i 2024 RS 40 4

R B v T A TS M R T NK 4 &
FEDIREXT RE R TR R

AR BT OC T NK 4 & & 45 B B i AR AR AR
i G4 TRIF S, 18 LA b I 305 2 B 56 g 4 Qi o 4
T NK 40 a2 SRR sl M 2%, LAY NK 4
LB g AR P R0 D) B
3.2 NKAgE R Eicie  KEILOE, frgidiz—
LB IA Ry SR 3 I M B A R (R AR 5 2R
BT, NK 2 0 2 X 7 B g L~ e D R0 4t e P =
o AR RO RN A AR R NK Al A 4
7 B T DA% A B R (A A, FC 34 GE ek 22 L T B Uk
55, M B0 B 1 K21 H A K BHEAZ 0 NK
UM = A= SRS I NK 4B AR He , 1214 FE NK
£ L 22 T AT i 0 R LA % 1Y) i £ 2B T
KPR R . R M A AR SR Bl e kR
NK 4 f ¥ B Fl R 25 b & 4 E VR A

WF T K B0, 2 38 BTG M 32 1R Ly49H 119 /N B NK
i W] LA MCMV 47 5 FL K m157, MCMV gk
¥ YL )5 7 d ), Ly49H" NK 41 Jifd ik % e s 4
HE T BRI FE AV (mitochondrial membrane po-
tential , A om ) [ FNZE KT 1R ROS 34 i1, I Fifi £k b
(NSRS 53 TR N USR5 TR LN Syl b
PVE S RS W (RIS 8~28 d) , Ly49H 'NK Zi ik
KR ROS ¥ 25T B, Zbi R 5 i (0 Re 22 7, I ik
AR RCR A . 25, X S8 0% 5 R 5 1 Ly49
HNK 413545 H FR BB Be Jr , nIRRSe 80 |, ki
T B 52 5 K A HU 5 8 7 o {81 mTOR 410 il 57 5
AMPK S0 0175 5 W RE %38 o3 98 5 ok AR
BT MCMV B i FE it 12 NK 40 o 5cit ™, WFot 2
W, 2k [ W 0 e 5% U8 15 CD8™T 241 Jfa (4 A iy
1% 484k (fatty acid oxidation, FAO) i 72 , fE #Eic 12 2
BRI & 8, T W B 2 T B ALK FAO 280, )
il CD8 Tt IZ 4l i B . PR, ok Ak 1
P OXPHOS F FAO 7E 1842 NK 41 IE i 72
] B [FRE A HE G E

A HGEFR, B N B A0 7 (human cytomega-
lovirus, HCMV ) B A &b J& 1L FF e A7 e — RS ek
NKG2C H1 CD57 1) NK 21 7 Ff , 3 22 246 ffd FLAT 254l
ICAZHRME  FR O IE R P NK 40, S5 EE B NK
AR 38 B PE NK 40 mTORC 06 1 5 5, 247
(N AN R N VA A =l |
OXPHOS BT = . >k [ I3 HCMV FHPE 5 1)
T P NK 40 A XS TL-12 0 TL-18 45 40 it 5 38O
AT AR Fery 32 PRAR A 00 1A A Bl 58 240 e 17 11
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BN A = I N i e ¥ ) e -2 BB T VA
NK 4 A A9 3 b b 4R A AR 1 R ) R 7 1 52 2 U1
WAL E PR o 18 M NK A0 v e o S8 1 e s
Y5 R F ARIDSB ik 1, i75 5 4 A H £ 33 B8 A
Gy R IR AR LRI A 5 (IR, R 35k 2 A
7R, HCMV 45 55 5 38 I P NK 20 B H g 5 A€ A
IR F IR WIS R UL, R Z AR R R
PEFTBEA B T HCMV 38 I P NK 40 i I sl A g
A Z R 3L R 2 5 R E & HCMV 38 I NK
Y I g 1) b 8 S5 A LA B A 7 20 3 5 7 AT
Tk — LT (E 3) .

FAR BRI SRR T 244 NK 4H P A%
AT BE A A FE A, (F X BE 0T 55 4 37 B T 5 40
BT 5, H MG BB an 2 AT 5 RN I B
GBS FICICRE NK G = A= i S i g (44X
WHRRIE XL 50 I D RETE B A A SCHEATY A R o
3.3 NKAMAE S Thaedifss NK4ioifg 548
R B E . ORI 2 B E i R I, 7R AE (12 P
s T JER L R AE JH 45 — R B 18 M o, NK 41 A
245 T 20 NK 41 ) R 2 I 1) — AN T ZL R A
3.3.1 M NK AU s A K AR 2B LR 4
RAEFEEEHIVE . SR, i 40 i Pk pE & 5
IR A BT PR S E B A RSB RY
Frak 2, IR B K MR AT LR SR, i R
NK 40 M A B A . 58 3R B, e SR B v NK 40
MART A AT B RS2 B — D R R
3.3.1. 1 SR ZBUSIATE PR H AE  EEAR R Y
FEA L, TR MR B A . B4R S T R NK
i ifd NKp30 . NKp46 FI NKG2D %5 36 1 2 Ak ik
FFA 3 1 I 3% 7 A i AT T, A 1K N 400 0 2
Be . W R B, B4 1 mTOR-Drpl i 7215
NK 4 ffg 28 47 4 1 38 o0 24 RN e AL, B AR OXPHOS
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TR 51407 NK A0 A 41 B2 16 1, DT a5 i Jie g
REHIR S X B AR EREE AR IS AT RE , NK
4 f 38 1o fik 4035 5 I F (hypoxia inducible factor,
HIF) P85 Z2 R JE R e ik o an 1 B S A 55 175
T HIF-1a 35, 1L-15 A1 HIF-1o B3 [5) 3K 3 NK 28 i
TR I i TR 60K, 447 NK 40 O Th A . B RIS
TR, HIF-1o 5 R B 25 4 NK 20 0 78 TL-2 A 1L-12 %]
PR TS 2 B AE R AR R T BRI AR . 1P
HIF-ToX NK 40 A4 18755 5 480 & J % TR DG, X NK
4 A S AR AT TP AT I D) RE B OC
3.3.1.2 R BMiFE A R G OL T, 24k
JIF 9 240 A, 2 OB I i oA 2 AR B O =, A
%) F 93 41 A R T T8 K 24 L T R 40 I 5 200 1%, ok
JEFTIE I Warburg RUN.” o FfRd 20 A 7E R 2 1 HUR
ZJWE A [ 7 A ik 2 2L R, — 5 T BHAS: T NK 41
XA R R, o5 — 7 T e e BE FLIR AR R4 Al
R e P TR P 8 Tl B 5, 41 ) NK 41 76 AT e
LR e B K T 20 mmol/L BIVAT 3 A b 98 9 pH {8 fi
I, R EONK AL T, 7T R FL IR v B 85 = 1 o9
24U NK 4 a5l B R R 22— 45 B s I
R ) SOABE T A B FLIR R A% 5 | i R = T
JIE P NK 20 i pH {8 R AIG, S S0 R R 3, 7 AR R
i ROS, JFiF5 3 NK AU g = . [RI, i 2 7L
B NK 2 ffask BERR AL , 41635 16 T 28 B A% HF- (nuclear
factor of activated T cells, NFAT)F ik, i ATP & %%
BH., 5 B0 NK 21 M IFN-y 7 A2 el 2D, 450 i 988 ) i Uk
557, FLFR -t AT 3 e A  NK 0 3 A2 R Rk R
M JC T RE o JBE AR 9 41 i o SIX1/LDHA #1215 5™
A Y FLIR 23 5 E iR NK 21 NKG2D . NKp46 2535
bk 2 AR 2k, IFFEAIK granzyme B\ TNF-a 7K
T L s v 3 5 L DRI B2 IR 7 i 4 11 -4 (MCTT4) i
A FLIR A HE 1S NK 48 Bl pH (B E % {2 #F NKG2D
FIk I NK A i A e

WA, b 96 T 45 v LA AR 7, s gk i
2, 3- 5T (IDO) 1T R EERS 55, 9 ik B B
S AN NK 40 M T BE . an LR Ae 40 i 43 2 1 IDO fig
i 4 NK 20 i ADCC 200 5 iR 1 fi % 38 2o 4100 il
NK 4 Jfd H TL-12 1 IL-15 3400 B9 STATS F1 mTOR i
% WA AR 8% i A OXPHOS 2%, 4135 NK 41 g % 155
TPEST; FRIERS E S UE ROS 72 A=, F i NKp46 Fl
NKG2D 3k, 51 A NK 4 JH 1= . — o if
GERWI, I IEg 4 A 22 S IR AU 2R 9 2 52 il NK 240 Pl
FETFEBENR A=A B, P NK 20 I e e T R, 5
34 NK 2 Ji JC 1L T8 1l A P28 2 ik, 32 11 2% 25 2% 403 b 97
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AN RE S o B IR SR S AR i o A 5 NK
PGP B E

3.3.1.3 TGF-B TGF-B2—FZRAMMBEH T, 5
Z R IR kA R R AT G, JT RE A% S B NK 41 i
Tifie. WFFERET, I 40 M A TCF-B i 5 g
RS Fh NK 41 i 3 BE B A5 4 B ZALH] ', KRAS
3 BB R TCR-B i W A A S b1,
6- Wi R (FBP1)7E NK 41 g h 3% 1k , FBP1 3 i 417
) B P i T A LR 7, 5 1R NK 40 2 BE B RS T
il FBP1 23k vl LUK & NK 41 jg 2 fE . SLAT-
TERY %5 & 8, F R LI % b, i £ TGF-B
2> AR I NK 20 0 b mTORC1 7% P52 461 4ok
I8 25 80728 DL K OXPHOS 838 FEA% , fff NK 48 g
IFN-y 72 R0, FET AR TRATL 235 FA , X g
2 114 40 2 0 P R 55 5 i BEL BT TGF-B 5 Az A
GARP 254 7] B 5 o 36 i 8 A 45 v NK 40 B A a8
3.3.2 JRAFERYE NKAMK 2T TR
TR () S PR s S I s TURBIRAS . RREEHIV
JER e £ 5 B NK 4 i £ kL 1 25 i Ak R Rg R Ak,
OXPHOS FAH T fife 2 8 B AIG, {5 NK 4 x5 CD16 47t
AR T 385 A 2 107 K 55 , TR Ny 2 A s 18 2
AN I NK 40 i2 mTORC 3% 1 FE A% , EGR2.,
NR4A2 Fl TOX 55 5% 5 [l . LAG3 Fl PD-L1 %5 417
PO 335 B RIS FEWR T 40 AL RRAE
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