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Abstract: Natural Killer (NK) cells are another type of anti—tumor immune cells with promising clinical application
in addition to T cells. NK cell activity is mainly regulated by its surface receptors and immune microenvironment. The
strong immunosuppressive microenvironment of glioma results in low efficiency of NK cell immunotherapy. This article re-
views NK cells in the immunotherapy for glioma from the interaction of glioma—NK cell, and the latest research progress of
targeted NK cells compounds, monoclonal antibody, and cytokine therapy, focusing on the genetic modification of NK
cells in the present situation and trend of glioma immunotherapy, and molecular mechanism of glioma cells related to im-
mune escape. We hope this article will provide theoretical basis and new ideas for NK cell-based immunotherapy of glioma.
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512 HlR AR 2 (BR2A AR 44 %

( natural killer, NK) #2147 e 72 40 A A S 22
WCER Sy, B HAEA G DIRE . NK 4 3R T R ik £
i A R ] B A2 A4, 2L [ 2 5 W AL M 22 4
JfLo PRI 5 TR A L 2 5 K40 i 1% 1 2 R 400
T 32 R 1 T AR50 0 = B 5 e N 248 L ) J805 7
ER AN, GBM I BUER AR A 7R K S e i o P
A NK 40 G2 S, 3G NKC 20 1 7 i S5 e
PRV R B LR K 4 T 7 B R B 1) NKC 240
PPBEIRYT B M, AT, $E 0] R S e oA Be
A o] R 240 ) B R A NKC 40 B YR YT 5% e
AT AT ) o AR H, FRATT NI T NK 40 i
Xof P28 SRR AR T T Y R T I T o

1 NK 2m e 2 48

NK 20 i 2 — Fofr 516 R 9k U0 400 L 1 1 ol B, AR
Ji F W AR B CD56 F1 CD16 [y AR X ik B, A
NK 21 Jit 7T 3 kg W4~ AN [ B8 37 A - CDS6CD16-
NK 4 it #1 CD56""CD16+ NK 4 fifl . CD56"*'CD1
6— NK il s T 277 Tk 45 b, H I RE A fe s 4]
TR, AT LUBETBOA [W) 4 A 5, 4048 2R —y (in-
terferon—y, IFN-vy), f g SR A K - (tumor necro-
sis factor—a, TNF-o) k7 — 0 24 i 4 7% o) 3 I8 -+
(granulocyte—macrophage colony—stimulating factor,
GM~CSF) &5, fte 1 JifrJea 2 J 8 2 3 L4001 HC g 5
A& I ARG R R ) CD56™CD 16+ NK 41, 7 3 st
T TCURE il R0 25 FL 2% 2% 1 J 0% 40 i R s 78 44 L«
LAk, CD56™CD16+ NK 4 ffg 7 fif i if % 5 CD16
SRS I A AR S 5, A SPTAAS ) 20 i 2
f& A (antibody—dependent cell-mediated cytotoxici-
ty, ADCC) KAFEHIMRE RN o NK 4il il BE % 76 A
TS T B 0T RS TR A A O ST 2 A
FLIE, PR  NK AR 1 1 632 2R 0 H1RAE G 7 s
iE P 25— JE B 4

NK 4] b33k — RPN NREZ AR, FEA 53
P 6 AU (activatory killer receptor, AKR) I 41 i 7
(inhibitory killer receptor, 1KR) 5z A& ¥ 2, H v
AKR @ $E NK 418 324K 8 1 1 (natural cell receptor
protein 1, NKR-P1) . KR4 fifl 5 ZAK (natural cyto-
toxicity receptor, NCR) Fl NK2 41 K #% 5% /& D (natu-
ral-killer group 2 D, NKG2D) %, NKp30 I NKp46
JE NK 20 B2 NCR. IKR A6 75 13 240 il 62
BR A H RS2 KR (Killer cell immunoglobulin—like re-

ceptors, KIRs) .C ¥R Z ] 32 & CD94/NKG2A
4o KIR KOHBC AR 128 3 2 4 UM S 1 A IR
(MHC-D) 43 HA & B 2380 Rk i A AR T 25
SO — SEP I A HE SRS o b, 3B K
BT HARZ 55 NK 42 PER 3R MHC- T 284K
R S P AT ) P B2 A4, EL 4 T 40 B 928 R 2R RS
W ZE 3(T cell immunoglobulin domain and mucin do-
main—3, TIM-3) FI T 41 jitd 5 BR 8 1 A ITIM 4544
(T cell immunoglobulin and ITIM domains, TIG-
IT) B IR 5T 9 0 7 A2 AR G S 38 3R A 11 45 140 B
11 % 5 H (poliovirus receptor related immunoglobu-
lin domain—containing protein, PVRIG) 27 ESET
ZAK (programmeddeath—l , PD-1)% TIGITRE S
CD226 (DNAX accessory molecule—1, DNAM-1) 3%
$ 25 4 B R CD155 f1CD112, DNAM-1 J& —Ffi /£ T
20 A NK 20 0 B 33k py SR 1 B 2 E
PVRIG FI TIGIT J& DNAM i j# H 5C # 4 °F- 47 Fl .
A NBEIE PR

NK 4 i 38 158 35 P52 AR A0 ] 52 A 5 HAH Rz g
RIS AT MHC- T 284 F i Pt i
Fe O HE AN R AR U R UM R . T
ANFEIE MHC- T 2 240 it il L kbl 2 i 25 T 9K E2
2 it (eytotoxic lymphocyte, CTL) P, 17 NK 4 Hg
“E BRI NCR R NKG2D & R Ui fE T, I8, NK
AN AR IR St e B O

2 AR IR P 6 NK 28 i &
8 ZAE

2.1 FHEZRGREXT NK 48 B Th 88 B 30

28 T TR DA Ay A b L 4 ATV i ) 92
“YRPIE JE RIRETE  A IA B LA 4 B R AR
PRS0 G028 SN O BE 77 o 1E 5 4 3R 1T A MHC-T
AT LSS A NK 4 2 1 i) 300 4 52 40, DT 4% il
NK 41 (4 25 5 T g T oA b 28 22 G v i g v
i BE IR MHC-1, 903 T NK 40 3G pE . KRR o
JIZ 5 968 20 JHf 72 26 1k MHC-1 431~ . JF 5 KIRs 45 &
il T ONK 40 A5 E . NKG2D J2& NK 20 i 31 446 i
MHC- T 5 5P 300 2 14, NK 20 it e fie 72 40 i 114
A5 A8 7 BT R 40 NKG2D B (R g gl . i
52 I 9 8 T R4 N 4 i % 1 114 A2 AR50 LA A
il NK 200 5 DB, 7k 18 P b 22 e g v A A
15 iR 1t &0 B (isocitrate dehydrogenasel/2, IDH1/2)
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PR S A Je e dE 1 VF 22 A e L DR A SRL 35 4% o
i, £ 45 NKG2D FiC A K 1 1 98 F1% NK 20 i £
0 200 i 7 R A0 I RE D O IR . AT PSR,
IDH 5878 R it Jou 988 B 75 oy R e 9% 788 2 DR hy 5 748 fili
FI B 9 NKG2D BE AR 1 , AT 6 i NK 40 g
SR N (P I S I Ui -2 V. i
IDH1-R132H %A% e % i 1o 10 72 o6 S e il A b
M TTTHH 55 58 22 19 NK 41 3] i g 2H 28R A7, 30 A
HWEY

B 71 NKG2D LAl NK 202 (1 e
J5 96 340 W] 3 A4 L PR - 52 ) NIK 400 S P T BE
GBM H A% Jig J5i 988 1 21 g (glioma stem cells, GSCs)
AE K15 5 143 W TGF-B (transforming growth fac-
tor B, TGF-B) , fd JIK o S S Sl BRI HH A NK 4
DIREZ B A . GSCs RIBM av BEA R
5 NK i3 -1y CD9 H1 CD103 Z [ (i A F AR
T35S GSCs 772 TGF-B, GSC B I TGF-B 1%
T NK 2 ffd | (% 48 1 3Z & TGFBR2 (transforming
growth factor beta receptor 2, TGFBR2) , M\ 1fij BH.IK7 H:
PR IG I o P AR Y NK 2 55 [ b 4 174
NK 2 it -5 4 15 oov BE IR 1 2 TGF—B 52 44 14 470 1
FURR S & AT S TR T . TGF-B L ATl
AT JH NKG2D Rk i S0 Jl it NK 20 L g o
GBM 835 rh sy b A7 75 Ik T8 20 B o 2D, TR Sy i i St
Je8 H A T i T RN SRS F 3 (signal transducer
and activator of transcription 3, STAT3) i & W iR fk
A5 2R S e ) DR g T R CTL Y
TGS, P S F 40 2 - 10 (interleukin—
10, IL-10) .Fi5 it & E-2 (prostaglandin E2, PGE-
2) (M5 P9 J Az K T (vascular endothelial growth
factor, VEGF) FITGF-B'"', WAl , #48 Jist T Jeg b ]
o3RS WA G EE CEFUBEBESE R 1 (galec-
tin ) 55 LA G e 0 A IR AR O L2 0 R T
J1 o Galectinl filt = 19 Ji2 [T 9 T 75 55 9% NK 4 g 4
it , TR TE LT R S5 SO 22 B NK 4 T B
G2 988 1Y Galectin—1 1] AR &2 NK 41 it
FEWTIBE S7 , DT 25 G e S AR AR AP TR
Jed 20 e 3R RE A% 1 R W W Bz 2, 3 RUIn 4801 (indole-
amine—2, 3-Dioxygenase, IDO ) 7 1 470 5 7t el 922 A
JE o IDO A (0 2 R AR A O B BIR S il , BE A% fd (1
RIRFEIS  IE 7 LA W R IR AR , R IR AR 7T
KA NK 20 At 7 G il i35 14 T 40 (regulato-
ry T cells, Tregs) A=, AITTZ: 55 g i SR sze d il

SR AAH L, B o s A o o v b 2R R I

A4 00 1l 41 B (myeloid—derived suppressor cells, MD-
SCs) BURHME £+ MDSC i a5 [ 40 A 1A
P RE TL-10 3K, [RI A ] TL-12 B9 701, 155 15
Wi 290 J o) 2 e e M2 B A7 AL 2% b AL A
F FIZ0 6 R F-, 1 CX3CL1 Fl CCLS %5 3 it 52 42 i
JBJRE R 56 L I 40 B 7 TME PP 4 i S g 1l A5 2
BT D3 A g T 6 %ok A A DI A 2 T A
TEH A0 078 SRR URT R R NK 20 A5 A
Ji e
2.2 NKZRaE# £ B 2R P ER

NK 20 i 7% 5 a5 i 28 T3 9 005 AR OG , B &2
JC BE % 38 3 7 A2 Ak R 5 CX3CLL il CX3CR1+
NK 4 g 1) R R AL, 7E— T 58 & 3L, GBM
55 3L s B R IR AR T, NKC 20 it 32 i) e g 7 2
e, JX R NK 0 e 28 158 TR S i s 0 v 2%
PR FEAE I 0 NK 2 1 A i SR R0 2 % 11 i e
AR IR RSN S R RE A AL GBM
FBE BRI . NK 4 M52 (R 28 5 500 5 ik
i JeA %) B 92 W ) i 3 A B A OC L 7E GBM HP T A%
153 40 MU G % BR 2R FE 324K (Killer cell immunoglobu-
lin like receptor 2DS2, KIR2DS4) fY &5 4y & [H 5 45
il FL AN AR 5 (cytomegalovirus, CMV) 9 JE PR 3K
AHIC, CMV 3o isie &b Jo] 40 i 14 5 46 FiAE i i g
I 48 A B R i/ MR AT AE AR - D (platelet de-
rived growth factor D, PDGFD) [ 3= ik #F 1Mij 34 5%
GBM A K™ . Wi KZ % GBM # PDGFD fiE#% 5
AL A NKpad ZARE5E, IG5 NK 40 i #9235
AE ) R 42 i iR A= 4G, $2 5 GBM AR I TG
NJBE B Je H i ik B7-H6(NKp30 B4 , 7T figid it
55 NKP30 57 5 MRS A 18 1L-32 383K 1 5 5 e
Ko X BEHIF AT 3 B NK 20 X e 28 i S s HR
IR ERTE 5 A 0

NK 4 i 2 AILAA TR SR A 13 1) 5 B A0 400 i, 7
TME F 2 18 72 B2 m] LA g b i B A9 T SE 46 s
BTG B2 R, NK A b R ik
K5 B S8 A 3 ) TS I S M o ARG ) e
SRR SO B BURAR L, 15 A NK 4 i 25 ]
122 3% AR AT 31 15¢ T 988 i) v 2500 e o 9 1140 %
AR AR AR NK 4 B b, 5
—TRRFFE R, T AR NK 4450 5 GBM
H G R Z A E B ERRD, I, NK 4 hE
i ELB- i e S8 1ol PR Ak . NK AR REAT R 5
R HEHY GSCs, NK AR TFN-y fiEf5 fic it
GSCs 7r kg 1 HX AT A OB  (HIRAIR T
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Xb NK 41 40 B 1 A0 SUaerk e, B /R 195 NK 41
X GSCs AU A O3 A UE NK 40 g B i IFN—v i
T GSCs A3 R [0 167 R By 1) 2

3 NK Zm e 240 2 08 F 9% 5 97 F 84

3.1 #iENKAREETr

HRX B 25 2R 490 e 30 R e S 2, e o
FREE G, PR G S IR 7 RO R 22 . NK A i %) 440 it
oG 2 0 7] 26 7 A 2 R R A2 R o P A e
B i SSIRE AL T 259 LA K A T 1) 25 W B T
% 13 NK 20 B AL 32 (R B A iR BE S I 1 NK
21 it R R 200 B R 7 55 NKG2D Pl iR ik . 5
W iz (temozolomide , TMZ) BY HIT 16 YT BEWS {1 GBM
R IR L 4 NKG2D Bie M i) e aA 38 i, I HoAE
Y25 R B TMZ 5507 1755 1) NKG2D B fA R
IRHEIAE A T GBM /)N BB 1) A7 3 B 8] . 300
DNA 51455 1& & 5 i (DNA damage repair, DDR) fig
V53 NKG2D BeiAA: s LAHS 58 NK 20 e b5 e
B BRI R B4 K (bortezomib, BTZ) i i
PE DDR K75 5 300 B4 2Z & NKG2D Fl DNAM-1
FYFCAAR IR 23k , BRI AR U T NK 40X GBM 1 4345
Ho TR 25% W25 sh %, Al E
R NK 21 i A1 BTZ 56 A 367 0 2 il T g 19 26 K
MTTTHE K T A7t a] 27, BTZ 4545 %58 9% 75 (onco-
Iytic herpes simplex virus, OHSV ) & NK 4 fifd fit) — 1
ST VRN TRYT GBM B INAT 24, BTZ 3N T NK 4fi i
WG Z R DNAM-1 23k, 1] OHSV J& YL fE 1 T NK
735 TEN—y S TNF—ou, DA 1115 2505 22 1) e s 240
HAET IR TR RS AR AT R . R 3L
A A Wy Hb P A I I T NKG2D B A it F3k M i Pk
2T NK 4 X IDH 28 48 J58 J53 983 41 i (%) 24 i A
T HE AR BB EE R R AST
NKG2D B4 L3, {2 i NK 248 Mg A5 9 GBM 4f
IGOET

AT AT Sk & BB AE TR B bR B R L RE 4 A
NKp46 il CD16 1) = DI REPLIA , 5% Ge st XF b 98 bt
JEC B B AR AR B, 75 1A P A0 38 B HS T 4 4 4 b 98 1
FHPY. MHC 128BEAHSCHE ] A F1 B(MICA F1 MICB)
A% B B R T NKG2D BLAA , (i FH BB 1k i s
4fi i 2R 1A MICA F MICB £ 2%, i #F NKG2D 5 H it
PR Z 0] R 2855 54 T e i A, e e 4

F 8 i B NKG2D HlCD16 5B KIRs fig
P S0 e 019 MHC 1 2837, 9l NK 20 i
T Ak T T AR 2 J e A M A= o ] ol S 4K NK 240 i
1 KIR 32 1 Jo vk U3 32 7R 8 1 MHC 1 260 7,
PRIk fike = 0038 N 3% A6 945 5, AT IS 325 4
Py A H il AT KIR2DS2 $fie i A 7
[ NK 4 L T A 2 GBM I SEK S ) R A7 30 .
32 EHIBTT

SRR SR I BRI EE RN 5 TME
A S SRR A DG . AT, 1w iR 4 5 SR
B8 S [e e A0 L[] BRI 5 NKC AR YR 7 B B9
A RIR TR ) o AR R IEFE R W], NK 40 i 1Bk
B HE BEPUR AL 2= 25 IR T GBM, 1T {35 203
Y EAR R, BRIRERCE R 811 24 4(chondroi-
tin sulphate proteoglycan 4, CSPG4) , HLHK Jy #1 28 Jix
JRPLR 2 (neuron—glial antigen 2, NG2) , 1E 40 i N
A5 1 2k v BL 4 AR, AT LA 4 g 081
M P (extracellular regulated protein kinases,
ERK) . Ja1 # A% 5 BE #4 [ (focal adhesion kinase,
FAK) S5 20 A B9 15 512 188, ik 28455 15 34 5 MR
A AR RN B B DIAH OG o A WF 58 TE B R 6 1R Y
NK 2 ] 58 1) NG2 9 5 5 B B4 (mAB9.2.27) A
g, AT bR A O E G GBM R R A7 17 I
] . &FX5 GBM HitJ5L i i 58 2 B, NK 20 Jifd J2 18 i
TFN—y 73T A J2 48 0 254 HIR 855 GBM Y fie 4
P8, NK 40 1 fl mAb9.2.27 Bk 41497 K B GBM
P14 e B AR R S T R R O FEE Wk 200 L P e ¢ M2 28 )
fle & M1 BUEE AL, 52 B3R T 79 K BUIN A B IFNy
FITNFou 7K - 52 386 0, T B 922 400 ) 40 Jf P 7 1L~
10, 1L~6 H TL — 1B 535 /b o S e {57 RE 5 31 55
PO S SO, 25 A oA Y R A s e — 5 1 L
Y 2 4% 11 R (CpG oligonucleotide, CpG—ODN) , A
B R A 5G4 F B (PAMPs ) |, 175 5 0 41 M i
IR AR AL (PDCs) 7 A2 TRS T (IFN=1) , IFN=1
AES S 5 NK 40t it DhfE . R4 CpG-ODNif
SPTERSNSE I IS T4 NSHRAE5 0L (HXT A
FAL RN B B AR R R 45 2R o, B
FH CpG-ODN MIRYT I8 B W R TR . o
FW) THE R B ARG 45T CpG-ODN F /) B e o
T B rh  NK 20 2 322 AT e 2800y 240 g, g
A PE NK 20 AT 9K 25 5 52 3 Ja A 4 B 4], o
B RN Dy R B SR N TME rh NK 44 1) D E
I, 1 FH CpG—ODN Al Treg i B B9 15 5 1677 RE SN
5if NK 20 i 00 fik e o e 9 A O
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A P 2 I IR 5 A I N A
(HLA-E) Fl1 &% £ £ 5 %4 1 (lectin-like tran-
seript 1, LLT1), 43 5] 5 CD94/NKG2A #1 CD161 %5
A NK 40 o g sz 21906 . B/ T4 RNA 8¢
M) Pt 1A B WF HLA-E: CD94/NKG2A 5% LLT1:
CD161 A] fig i NK 20 Jd %F 15 e 40 A i 24 . T
A6 B 5T NKG2A $1 44 B2 4 F) 2k 2470 (monalizum-
ab) " 5HUR KA K W FZ R (EGFR) 1“1 Z
U7 AIRTT , BEAA R A 0 7 2 PR Sk
S bR 20 e P BRI EE (ADCC)™,
EGFR 26 45 JI T 98 75 P 1Y) 25 i Ji g 28 L3R 97 1)
FEFEE & FEIR monalizumab FH W NKG2A A 7] fig
Ha5E NK 40 5 00 6 Rl 28 JisE R 1Y ADCC,
SRR TMZ i 24 9 Ji Jogg =

Pt PD—1 FI4T 20t 75 M T 99k T 41 B AH G 2R 1 4
(CTLA-4) B BT 097 55 1 NK 40 g #1 CD8+
T 4HfAE CNS (32, -8R T CBM /NS R 17
T, ik B (BBB) & —Fh ik B PR B B I, E ik
RELASA 35 ) Joa i A S 5, (EL L 25 BELAR S e iR 97 24
YIRS . B (B-L—ER M) S5t
PD-1 BHT CTLA-4 (PRI S5 G #F T 5 BBB
Bz R TF T N R GL261 /B Y NK 4 i
TR AN AR AR ] XS AR vk S i 2
MITERERY NK A0S 5, il g A B T 5 )ik BBB (1)
VEPE I I 0 SR BRI TME B S ie i il e
3.3 EEEHR NK 28

% A& Pt J& 5Z 1K (chimeric antigen receptors,
CARSs ) J2& LA 5 5 PP TR B EE AT AR X (sefv) B
TCR 1) oo B 5 A A2 X, 38 2o 195 B3 452 X 55 T 4 i
NK 4 jl 52 AR 1) CD3L A5 S el G, AT 23 il 5% 5 1 4
2 it 2 M T 9 L 40 L (CAR-T) B¢ NK 48 Jifd (CAR-
NK) , A8 35 sefv 1250 988 5 S PP s, DT R 5+
PEA I MR A0 . 55T NKG2D #9 CAR-T 41 ifg i)
o AR S ST M SE A 7E GL261 TR IS TR /N
FRBCAY rb S s H TR YT U R T, #2270 GL261 /N BUih
JeE N S CAR-T 21 Jd Lb % kv S CAR-T 41 Jifd 119
N BRAE 5 R T, 3R W DK T S0 CAR-T 41 i ik A
ki 52 JB (B /D . CAR-T ZEAR IN R 3 45 5
S E YN R T B L 25 A AE (cytokine release syn-
drome, CRS), 31251 /Y # Y §i 15 £ 9% (graft
versus host disease, GVHD) , X} g & 4 4y 1 il ™ &
2 . CAR-NK 4 ffl s 6 T CAR-T Y b iR Bl i,
i CAR-NK 72 e 8 1) £5 b g He It , A48 36 e
AR FZ R (EGFR) (2 M2 i 37 14 2 (HER2,

WK ErbB2) 45, 2858 1 A9 CAR-NK HE % 4L [i] Jip
AP, [FIRHA LR B T R IR AN 3 1 i g

40% % 60% 1% GBM 177 EGFR 3 [H 4 1% il
EGFR B Mk ik, Mi7e 1E % gl 21 A ik o2
W23k . GBM i 4L [F] ik EGFR #1 EGFR 1
RIZAF R (EGFRy I ) , R AS [R] A9 48 g5, ] LAl 25
A CAR-NK ¢ 5 PE# 1] GBM 1 EGFR 1 EGFRv
", A HFFEIESE, CAR- NK-92 4 it (75 2535 NK
4 L b A2 1) A7 Bl T 2 AP EGFR-5¢ EGFRy
I -k % 35 11 S P R A I ) A= A el X 485
F3K EGFR ¢ EGFRv I () GBM 53 RS A1 1) G e 300
il /NEL(NSG ZINER) fi N 2 &7 4 CAR- NK-92 4
JL (R 20k NK 4HMLE Az 040 #1697, S50 IR
A F NK=92 3597 A1 H, S 35 3 i) 7 e i) 28 K
IS T S SRAEIE Y . HER24E ) EGFR
FWE— 01 e R AR 2 R AR 1
£ 80% I GBM H 33k, IF H 5K AEA7 M e &
X} ¢35 EGFR/EGFRv Il #1 HER2 it 71 I (1 CAR-
NK 41 g 75 R A% I & M GBM i Jgs 41 it A0 41 it 55
B R R A0 R Y R R R R
HER2 () NK 40 Jfd 7 5F 2 5 Fh B A GBM 41 Jifd 1)
NSG /N BRI | 48 R g R HAT R ) 1 e B9
HERE (i A= 77 9145 DASE K, HER2-NK-92/ CAR-NK
B e TE DR B R GO R R HE R R
PRFFIE B NK 40 M9 2 M 5 D E . GSCs X [m] i
MY NK 20 i UK 45 55 40 17] HER2CAR NK-92
i BEA% 2L 1% HER2+HY GSCs , (B AE K W 5 , 40
B = CAR AYE1C NK-92 41 THBR . 158
a1 (OV) A WU R VR T, B AE B 4% Mot e 4
JL, SCRE U & g R R s RO . K EGFR-
CAR-NK 21 jfg #5522 35 A IL15/IL15R« sushi 454
WA IR T (OV-IL15C) BEA AT GBM
INER, IR IR T 4 R 2H £ NK 41 Jfd AT CD8+T
YA M IR O R R B L R AR T AL, O ELER
BIRTT RO LB A, D B A B A
K I, CAR-NK 4 e 9 300% B CAR {55 Fl
NK 4l F S5 S5 G0 .
3.4 NKZHBEE TR R AR AR ML R AR K 7 16

NK 4 > Sl 1 98 i i 4 S e TR S — il
R R R (1R 400358, G 3] A 3 SEL T N 440 i 97 2 A
A0, DA Rl U S R A0 400 4 4 ki ok
CAR %2 06 NK 2 i Jif 2 4 5 M 375 A 1 0 10
], A B SR bR SR A2 2 . JRAR NK 4 s i
PRIRLRAL 2 15% , NK A1 % 56 A% & CAR-NK
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N FH ) B R, A el A R i NK 40 i 5
FEHRCE & CAR-NK 47 1k 1Y B /R 58 5 1) o
HAT, CAR-NK 40 2 £ 1E A T 107 R e JB 9 (1)
i RIS o B T IEFE AT B ¢ T TR 4L CAR
NK-92 2 Jfd (R A5, At S A >Fe T 1 &1 JD o i A
NK 41, o 375 5 22 58 4l i 24k i NK 4i g, o
RUVHE 32E A Ty 1 R 56 o AR, GBM i K Y 3
P A FL R bk G e M, s IR GBM A S i 1Y
[F] A, Bl CAR B ) it Ji S Jo M 3R 58 5 | S # 73 6 itk
8RR TPk, . HER2-CAR-TIAY7 GBM O 4 ik
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