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[ ABSTRACT ] Chimeric antigen receptor ( CAR ) -T cell therapy has changed the traditional treatment of hematological
malignancies and has shown significant efficacy. However, the clinical application of CAR-T cells is limited by long
production cycle, high price, and side effects such as cytokine storm, so it can not be widely used in clinical practice. Natural
killer ( NK ) cells are an important part of the body’s innate immune response. Compared with CAR-T cells, CAR-NK cells
can significantly reduce the probability of neurotoxicity, cytokine storm, and graft versus host diseases. CAR-NK cell therapy
is gradually becoming a research hotspot, but there are still some urgent problems to be solved, and further optimization of
the construction strategy is needed to achieve its clinical translation. This paper will review the construction strategy and the
research progress in tumor immunotherapy based on the latest literatures at home and abroad, in order to provide valuable

reference for application of NK cells in the treatment of malignant tumors.
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IR G 8 T R R A A PR LR B B R
G, SESEXT R 40 M U AR iRE Ty, DT Is B
il L RS PR VE R R A Y E Y, AR A
B AHIFEATT LAk SR IRYT | AR T S
AT, 7EME Ry ik h s i) 2 ik A iR 2
& ( chimeric antigen receptor, CAR) -T 4| MIr .,
& 2SR (FDA ) B 24t 7 23 CAR-T
77 b T LR 2R S e IR R SRR A T
B CAR-T 48 MLy 2 R il 28 A A f s s B i g
AR TR, R AR ks AN R 2
A 1E (cytokine release syndrome, CRS ). Mtk SE
RIME R AR AR 2R 2, 5 THRAR, A
SR (natural killer, NK ) 4R IET 2, FH A
PR, HAE R R SR IREE T 5 R B Y b E %
(graft versus host disease, GVHD ) A% XU A “J, It
PRATAF 52 A AR 560 2 EUF 91 T CAR-NK 41 i 7 2
P bR 09 2 A PE R AT 4. CAR-NK 4 i)y
BEA) BT SORAFSE M E, BTN e ey
TR A
CAR-NK 4RI
1 CAR WJ45H  CAR #H M MAMTRSS & 5. BoiE
X, SRS MR P (S S g O PUSE &
$of e FH PR T B T AR DXORI A T AR X0 4o i 4
TR BB BT, P CAR-NK 40 i 25 4 B 45 S 4
B DI R IE T CD8 L CD28 Mk M G (126 ),
SRR AR XA, A, BokE X A BE B H AR s
ORIVA REASTERE o8 i ol A E W N U g I
7 T 40 A T 1 B ) T A K I R 5 B R A R I
I CAR 5z MM AR &, 200 CAR Rk
FOETE M AR 55T 5 BNAF S 45U 055 0
FEANAL . 2E—1% CAR-NK 4Ll CAR-T 40 ffi—#, {2
A CD3 R85 M8 ; b THREPUME T,
& CAR-T 40 g 38 i T CD28 1 4-1BB ( CD137 ) H:
T A 1 ). FDA it £ ) axicabtagene ciloleucel
(‘axi-cel ) Al brexucabtagene autoleucel ( brexu-cel )
Flr CAR-T 4775, Y801 CD19 PHAE AY Bb R 41 i
B8 CD28 Mk, mIH S T 40 1% 34 g
R A . IR TR T IESE, oAb i P 3 o 38 3
0X40., CD27 Fif5 S5 T 40 Jif 3t ) 3 43 F %} CAR 4t
i 6 FH B4 386 8% 5 CD28 Al 4-1BB 25 K A 2. #F
LR, CD27 Il e CD28 S ol i 4ok o R 448 8
CAR-T 40 Jf8 7514 A 194 2 3 bk ) 17, b ofl i 0 3 o ke
H CD28 Z % (CD28. 552 T 4Ll s+ ). b
FERIEIN 32K % (4-1BB. OX40, CD27) FIjk

HNEEE > TAESZ IR E G (2B4) 1%, CD3 (%A 3
AP AR RS FE Y, AT LA NKpd6. NKp30
456, 25 NK M2 AR5 5 57 S O o 7, 1
28 1 DNAX & 8 12 (DAP12) HE A 1 MR
PE 7 TR SRR TG HE Y, B A 45 G N 2 IR VR R
Zeta B AH G (1A 70 (ZAP70), & NK 2 L 47t fif
oG PE PR AL AT RS S . BT A CD3 Y
NKG2DCAR-NK Zif8, 7 DAP12 () NKG2D CAR-NK
M EAELZH TR -y (IFN-y ) FIEE 38 A4 20 i 75
PEL BB, A4 DAPI2 {5 2RI CAR #2557 NK
S BT T TR AR R . IEAh, 2B4. NKG2D
AE AT NK 4 A ) 40 A 3 0, A2 i 4 i PR 0
Fuy

£ o AV St L

X HAhEf

b sosnn
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| Sl
E1 SREAVEDE -T AR

2 NK #iMapoRVE NK 4 = 2470 TEEE. SME
M. FFAE. BGAE . BRIk ELZE b, NK 4 2 S R
o BE A, BEAE T R R B SR A L e A
JROFNE B A . 5 T 40 AN IH], NK AN &5
& GVHD., BE&E B SE FoR I & e, NK 4 fig ol LA
Pt — 51N CAR FHaEBRam bl e H A, Har, H
T CAR E:PA TR Y NK 4 g 5= Sk 5 7408 i 54>
O peripheral blood monocytes, PBMC ). B L
(‘umbilical cord blood, UCB ) FAANEZAIE . 55 26T 4
e (induced pluripotent stem cells,iPSC ) F1 NK Zlfii & .
2.1 PBMC PBMC J& NK 4y F2REZ —, BA
oy TSN 3G . TERERIVEH SR AL, BT NK 4 n]
DUFH XS 25 5 b A [ 44 5 [F] Ff 5 4R PBMC rf 43 2945 5],
PRI K 22 Bl R T AIF 9 5 FH 9 CAR-NK 4 i # k[
FHME L. PBMC A NK ( PBMC-NK ) 40 fifd /55 &
IRRELANMY 10%~15%, BT NK 4505 . ik
A RREE B, DR IHRE S ARG LI I NK 4
M ZRIBKT o ALGAE AR F A 4 A 2 (1L ) -2,
IL-12 % IL-18 5 PBMC-NK 40 g B¢ & K5 3%, W L)
S8 PBMC-NK 4 Jfl 19 K S0 47 3 I [m] B e {1 48 s +5
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PO HPHG IS F 35 09 NK 405 9 R 20 i 4
i T T AN T, BRoT R G IL-15 B0
) NK 41 ASA R G0 1 75 4 M08 T A i, i B AT
DAGEHE NK A0 LR A7 S E— 29 1. KAMIYA %5 112
RN T H0 )48 S 40 M (artifical antigen-presenting
cells, aAPCs ) {RANMIEIG AP 8 NK 40, wIfEAZ] 2
JE (R E] P PBMC-NK 4138 500~1 000 5. NK
200 60 174 = IR % 4 % T B A o A o K
CD56 fl CD16, TEAFLZAF T, 90% K PBMC-NK 4
i 3235 CD56"CD167, CD56™™ NK 41 fifl 2 21 fifl 75 1
e, BR T HARMAMARE TSN, A1 Z RN
SRR AN F . 10% B PBMC-NK 4l 3534
CD56"*"CD16™"™, FIKEEM I CD25. NKpd4 I
CD117/C-kit '), 5 CD56™ A1, CD56"™" NK 4 Jifs
T TR A R AR A A A R, R
PR, XEEAIME g . S 5N R R Y, R
X2 K ST A L B B AR BRI AR L o
SERBL, R TL-2 R e e A 2 AR A NK 0 e
AN VEREZ MM (AML) 2P bk B 40 B 1 i 9
BILIRR, 4558 578 JC GVHD H % NK 44 j 34 77 i
TR, A BRE LA A NER 2%, X
IR R B, MR 24 5 AR 7 A BRI (good
manufacturing practices, GMP ) 5 #E ) Z5 J&] 1+ 73 25
IR NK 20 AR I PR B AT L &
B RV R IR PBMC-NK 4123 5 35 B AR H AR
FEREI R I EE M, ORI T iz e, dpR
THA N B JRITRIRIH T

2.2 UCBEJHEAE NK (UCB-NK) 4Hffi  UCB-NK 41 fifg
2 (5 I I 76K O A0 LY 159%0~30%, ' 3 v T A0 R I
HNK i 7 L, 55— CAR-NK 20 AR 564l
() NK 4 B U T I . 5 PBMC-NK 4 A He,
UCB-NK g A 2 B B AR H o B G MY 3R
R BRI PERAT . UCB-NK 400 A () T 4 i K3
OYRA A T M, XN T GVHD B R AR,
BRULZ AN, UCB-NK 4 A -4 20 it S 300 st 5 g 32
PRS- 5 (R, 7 4 200 B 1) 184 B 0 AR AP D)y T L
AR RWAE . [H&, UCB-NK Z40H 1 T %G
I7 B FE B R BRAEAE T84S UCB 7 i NK 41 i 4k it
FRXSE D, [ UCB AR R, PRl kg 2 57 v R Y
P38 05 1 LAARAS 2 95 40 1 NK 41 FH F UCB-NK 41
My F B 0 NK A2 LB LA
P2 G K (major histocompatibility complex, MHC ) BR
il P PT DA & S AOR TR Y NK 40 EA T B
e/ CAR-NK 20 fflia 7. R4 Bl HA D4 CAR-

NK 4 i Ifs PR R #F 55 48 1] UCB-NK 200, (5 Hpg it
i R )7 S PV A S 1

2.3 iPSC 2k ¥ /) NK (iPSC-NK ) 4 i iPSC-NK i
AT A FR T A TC B R A Tk e R S TR
R OB 5 | I ST 1 56, Ok CAR-
NK 27 it Y BRAER IR . A iPSC HoR “Heihil” 1Y
NK Zifn] T 24 3, A — Tl 5 e os 20 Mt
Xof I Jef 28 4 LA 471 %) JH Al 0 i XU A, EAR P Y
AETE I IR, By AR VE AR RT3/, 25 S8 3] iPSC-
NK 40 ik @ P, 2018 4F 3¢ [F FDA #LE 75 — 4
iPSC-NK 41 its 5 5 J7 3 FT500 I F Il R 58, 2022
A FRECAE T AN IPSC TR AN IA T S b A I R
RIS . YR 2547, iPSC-NK 40 FH 34
I IR T B G 28 50 1 22 I IR AIF 9 AE ZE 2R AT
5 PBMC-NK 4HHaH1 b, iPSC-NK 2 Jif 1) A 7= g J [K]
ML T A R T

24 NK MR NK 400 R 24045 NK-92, NKG,
NKL. KHYGL . YT %5, 1241k, KZ% CAR-NK 4iifif
{1 BfF 5% #0 J JE F NK-92 41 il &2 FF B 1), NK-92 Jj&—
PSR NK 0 R, SRR T 14 50 % B AR & A
G IR R E AN R, P DATEAR A JCBR BB, I
X R il UM AR, B2 T CAR-NK 4
BB 2 T NK-92 4 i 2 S U5 T M bk
B, A DI R AR, R AR R
PN 2RI WA AT 42 22 A BR AR 1k HOR AR A . NK-92 4 fifd
R —A F B AR TCTT TR T BV AT AT K ek
ML AN, NK-92 4 it R A 20 i R AR T AR IR
PEIL-2, JF HASZR IR BT O 40 i A 5 1 40 i 237
(antibody-dependent cell-mediated cytotoxicity, ADCC )
Ji 95 B CD16 Z 4k, A t, NK-92 4i il & J % i
ADCC SZBRAN AR 0 IR, TL-2 R
T NK-92 21 jif 72 F PR 2 A bk 9 fR 3 NK 2
Jfl (NK-92MI) 477 A5 W) 7E bk O 40 A5 4 9 25 A1 e
2 T8 BRI 0 B O [ e e e
AML 20 Rt Hp . TSR A R E 0,
CAR-NK 4R R IVIR 4K, CAR-T 20 7 1
i 96 ARSI AR A I R YA T R AR T A B
EFB BT CRS, M PEA GVHD “5RI7EM
5 CAR-T 4l Jitd 5 5 36 7 AH [, CD19-CAR-NK 4 fifg
FEXT BT 10196 B4 2R 6 A% 0 e ek 3 T A L R ) AR
e FBIH )T PRALHE R S 18 CAR-NK 2 Jfd i
WAL CD3C 45 Mk, 5 4-1BB Al CD28 Ft i3 45 44
Wah G, T R IR AR FE AT 4 ibk TR A Mk
240 6L P I 114 5 A R T2 S A T 4R MR



-804 - 24 5 R 2% (Chin J New Drugs Clin Rem ) , 2024 4F 11 f, %543 % 45 11 4

A48 R 7 (TL-1, T2, 10-6. T0-15) AL, 3% Y
NK 4fi fifd 7= 4 TFN-y #1 IFN-a, MMii%S CRS I/ H
ft 2 B AR ) R AR AS 22, DG 35 TR i BT S B
SEARER, HANZSA4: GVHD, [6if, NK 40452
MHC (BRI, AT LORE S AR R U5 6 NK 48 i T 30
HeAI” CAR-NK 467, HA W67 s A
M s

1 JRY7 AML  AML 2 — R F e 8 22 AEL 248 L ) i
AR GBS, B AR AN A i ok A A R
Gy A Y B B 20 B s B P AR . 2L AE, AML Y
TRITHERAT PR, FRE 0 F A AT P A A O
KW BB SRATRYT . BRILZ AL, (R Rh S A
I 40 A A H T AML SR 800 A 7 ik, (B
T E BB, FIFh A i 40 i
FoRATAT AN BRI B g 4Bt HLAFAE155 & GVHD
g XU 01, CD33 7E 80% L) | AML £ 3% 19 6 2 4
Ji A A 20 i b ik, 2017 4, 95 [E FDA e
Z-BR BT (gemtuzumab ozogamicin, GO) fHTF AML
(IIGIT . GO &Ml [ CD33 MR s b ik 5 k& &
FEAT YN R PR 25 . R R,
1] CD33 I8 KA FHEM GO #E A4, 5 DNA
54 JF 5T DNA BUEE Y W 24, 5 3040 i R 10 B v
F40 M08 T, #E ) CD33 (9 CAR-T 41 il fil CAR-
NK 467 s 1 767 AML 9% ). 5 CD33-
CAR-T 4 ifg #H [, CD33-CAR-NK-92 4l Jifd EL A7 55 4 (%)
A A, AR AR EE P, [RIE X AML 20 it 5T
HAG 1. WG IRBESEIER], CD33-CAR-NK-92 4 jifd 7%
BT R RSO A Ve AML LA 2 Al nl AT
2018 4F, TANG %! 3 5 75 CD33 B gk 7] 18 H- B
(ScFV) F1 CD28 Z[a#fi A Fe B, #HAL& CD28
4-1BB L 31l 3 4 F 19 25 — 18 CAR 45 14 CD33-CD28-4-
IBB-CAR. 5271 NK-92 4ijfiAH b, CAR-NK-92 4 jf
XF Bk B AIPRL I 4 A ( HL-60 ) 7 240 B mE 4 s 5
TEIARIRE (NCT02944162) H, 3 fisEa: / &2 Kbk
AML & B 4 -60 4RI (10Gy ) CAR-NK-92 Zififd,
XL ORI CAR-NK-92 4 IyA T MEIATE / 2 K
AML WG RAFSE . (EAR S, MR B E M A R
55 x 10° AR, A O AT ] B fg )R B RN
Brit Ah, KOH 45 20 3l ot Sk fa B O 250 48 5 75 2 A
(BaEV-LV ) 185 #% &Yt PB-UK, #4a 4 [ CD33 (1)
CAR-NK, 7E A AML 4/l & OCI-AML2 S Fh# 4 /] B
AL, CD33-CAR-NK 4l Bl i b5 T i A B8 A 1Y) B
AR, LA BB AML 2L, #1948 5]
TEATEIVEF . BT CD33 LISk, CDI123 Wil fE M iayr

AML PRI PR f 2 —, JF H CD123 B 5 4R 15
HLAT R I 1

2 WRITZREEEE 2 RN E R L BE T K
0 000 e Ry R AT IV R G R, AT
T AP R R BR A R B R 0 B R Gk 1980
4F, REINHERZ %5 ' 1 WAE NSt L 400 0 4% 1l 2 B0
T CD38, BRE-MEREEN, TZREATEZRM
B R A DA R — SR T M T AR NK 4
WF5E & BT 22 2 P B B 08 40 35 18 5 %35 19 CD38 JF
& T4 CD38 Fifk, 2015 4, EE FDA p kL EL
FZINAHH T2 2S8Ry, CD38 il it
HE B R AL G P A AT P Ca™ B R
76 NK 400 b % 95 B4R YL B T CD38 BLAK,
CD138 F1 CD319 W 2097 2 KM B B9 T e L AL
CD138 Z2Wi 2 & M B i R EAREY, CD319 J&
W7 2 R BER 102 A PERE 5 . LEIVAS %8 1) i
it A ARHERT ) NK 4 F4 # NKG2D-CAR-NKAE, iF
ST HARY Z R B BE R R AT, IR
150 d AR R ET ] GVHD s8R 7 HHCE M, [RIAT
NKG2D-CAR %% Sk 345 T AR SR AR Pyt s v
FT-576 41l fitl J& — Fh & [ iPSC ) CAR-NK 41 Jitd 25 1,
MR ¥R CD16. B A0 A 1L-15 324K o
G . RIS R, TEIRYT 2 R a8,
FT-576 4R 58 7 41 A 35 JF HLB7 1k 1 B 21 M B2
PR EL T

3 VRIS ITAEK, CAR-T 40 S8y 7 ¥ e Il
WALV P E 2 RPN A NI E AT, (B
TRITEE RS PR SRS TP AR AR AR Y KR B, e
B Jie e V2T R T . SR 40 ol o e SRR B I A7 A
B A BB 0 T CAR-NK 40367 I 3
R GBI AT A TR 2RSS, B EOR £
Il R I 5E #5777 AR A CAR-NK 4 g 4, -7
2 I B A4 R | LA R B S A R b EA T TR
TESE T Hege e sk

3.1 JAIFIRIEREAN M CAR-NK 20 i 75 Jie £ 40
IR va T ThARAR T T 2 M R BB o I R AT 9T %
B, IR 40 AR 1) IR SO B S TR AR, AN
HIV Y G I 2 9 ST TR 449 48 s 5 4 e v BB AR A
02w RN 1 1 i U B8 i S (e N s ) v e ob T
S SO I S M S IR YT v R T SO IR Y R . WANG
A5 0SS O ) UM R e 22 TR (GD) 2 B
fiE CAR 5 NKG2D i {4 ity 6 fish % B il (19 CD73 BELIB
otk i Begh & B — A B JE R e A9 NK 4 ep,  [las
R T 5 R 240 MR e i 24 M AR DG Y 3 A B )
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R, BPGRE kit . I A AR A G g8 A0 IR T AN R
TEMCEERE b, FSEEARIE CAR-T 40 MOyT 9697 I IR
B 20 98 ) Wi, & IR )P () R ) 2 A8 R A
RIF A K 2K (EGFR) XU S CAR #4 4k
5 19 CAR-NK 40 M7 75 K ik % CAR-T 20 MLy7 ik 1
AN o RIS, I PR ATt UE S B0 S 1) CAR-NK 4l
JH07 3 T A A R R S 40 98 S A A /N FRUASEAEL 1
A7 BT
32 GRITELIME OREFR. AT BUT. NAIE
J7 R4 AT R FLIERY T Th A US T E R
J&, ARFLIR I AT SR S L M AR T 1 B R 2 —
FEAR N AR SRS IR B T 4% LRAS IR ) CAR-
NK 4 itk ZLIR R A %0, AH F7E 50%~85% 1) —
BRI 2L S R P AR AE . BT AR CAR-NK 1935 24
Mz —, HAZIHF 519 A CD28-4-1BB-CD3(-CAR
SER P S ) NK-92MI 40 M P, 78 i e 437 25 1 S o
R R AT o, B0 IS A9 CAR-NK 400 Jifg % 2 3k 20 41 A
T FL IR B B R L ek
Bz NGRS (EpCAM ) MYZLERE, $07 EpCAM
) CAR F1 IL-15 /% NK-92 4fiffd Lb A AE M 1 NK-92 4fifif
T T PO e B AN S0 0 ke, ARk
K F3Z 0 2 (HER2) o2 FLAR g i SRARHE 22—,
FH NK-92 4 i 35 35 19 HER2 5 11] ) CD28-CD3(-CAR
TEPRIN . PRGNSR BU B s
33 IRYTONEE 2O T T CAR-NK 4i 17
A P S AR A b i . 8] R A § 1Y CAR-
NK-92 2t i /e 44 2 Y B9 5390 /1N BRUSE AL v BE A DE PRV
I3 [H] B2 2% 3% 3% BH 4 14 B9 398 40 . ( OVCAR-3 F1 SK-
OV-3), MRS & RFIRIIEMAIM (SK-HEP-1),
FEFI R T /N A A . # R 321K o (FRa)
) CAR-NK-92 4l Jifd & 75 5P 59 v B i @ 35 1Y
PrMoE g, SRR AN AL FRa-CD28-4-
1BB-CD3C-CAR-NK 4] i 4K 1 AR I ] 4%,
CAR-NK 2 Jitd G 98 36 97 51 % AN [ 5244988 S AN [
BB RS T AN TR Y SEASHE S, I DA i 4040 A 2 B
CAR-NK 2 flJ7 V& 7E AR Sk A B KW Jy, A 6] 1,
NK 4 it 1 T SR8 iR ST 18R 52 3 Z2 05 B, 1
fb CAR-NK F5E A g AR | 5230 NK 20 M i) A 20
B8 DA T A e e 8 SR PR B8 1) 457 A R R A P (] R
CAR-NK ZHRSTAEIGR R AR R BkE )45 CAR-
NK 4 JT7 32 2E TR T IR FR 500 1 e RS 4400 v 2
A WES, B H AT AL TG RS B T, A
PRI A A —Se Jm R . 158, CAR-NK ZH i fE {4
PRAF I A ESF E) AFOT 95 0, JEUR, NI A4 % 4 ol

ARBEIER , A1 5 R0 20 0 R M AE VR R 2 i 0 2 AR
HE— 25 W 58 R AR VR A7 52 I e AN IR WS o TL-2 452
it PR 7T D P O0OE NK ZH g Y, Bk, B
AT CAR-NK 4 1) %% ey 5K 32 B2 9 23 7% Y AN 3R 9
BERG Y, MREERRCRIR R, A K BENLIE A SR
B XU, 0 B e e ] SR 4735 o S AR XU, (HL
YeROREAR, It CAR-NK 41 it (1) % e 7 XA A 1
st 0 RS, SRR NK 4 T RE B T 40 e 3 g
T30 GVHD Fk 40 s A M i & A, SR NK
2P0 A T R I R P T 4 R A A 40 A
EHIIEE, AFIF CAR-NK 4UHI6T7 R HEAER 5,
NK &R ER NKAHRE LW N CAR JFIEN
WFFEIR, A 20 MR R R A B LR R, 200
WS IEAEREAT, DARER B e i nl 174, ke
B CAR 40 i G287 ik ) AN IS R

1 iNKT 408 iNKT 48 g 2 5 A 5 KM A g% i By
PEGPERFAE B RE L T 4000, 7T LS 288 1 f B R
PRIV, AT RS R R4 7 sOR R B PR . 5
B8 T A0S ) 19 42, iNKT 20 JE i T 40 M 3t )5 52 14
(T cell receptor, TCR ) i CD1d & 3% 8 o bt 2 o
BRUbZ A, INKT 438 o] 4 22 Fh 5 50 KM e s 4 i
KL T2 R 80E D Ik, iNKT 40 7E
TR G PEAEE b, 38 TR P R i RN A 4 e A
PEBEBEIR, 8t BRI AR T, [ SR
W, ARSI oAb G A, Gl BB Gy
FORE P INKT 4L 5 — MR SR A2 4 GVHD,
i H B Ry S AR AI A 97 1 — A AT e . HECZEY
ag SRS B I, BT GD2-CAR B [ & iNKT 40 i
¥ CD28-41BB C Y28 =ARUBENIX, TEFIEIZ
R AR /N FRUSERD v e B AR R B BT IR e, L
%% GVHD,

2 ydT ML o T 40Md SO T ALY 19%~5%, 72
M 7 8 RV S8 AR IO 2 38 17 25 ) 3 S o L 4
y8 TCR LI MHC B9 5 R BIRE T, R R
P DL TR A, SR IR R,
MR HE PBMC 7 yd T 4UML 415 72 X —
DIREME & T 40 CAR “LRE M IRFEIRIT 4 ie ., BT
FEN G FH e ke Jg 1 D A/M A I 1 v952 T 4t i, LA
Pt GD2 FIHT CD19 55 —A% CAR B3 5% 5 0 7 2k 1R %
T y082 T 41, S0 y982 T AN MIAEAARAN T It SC A
AN AT CD 19 B 20 f Ak 33 200 it 2 2 L i S 5 A0 B b
FaEE 0

3 EWEANM 5 T 40 R H b G g 5 A0 AN [ 11
e, U 20 6 R A0 G S 2 3 S AR PR LA X i g ok
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PR, EE R L A N AR B
T, CC Rtk FRR 2. FREAIM R PEE A 1-0 45,
I 4l i m] DL A 7 CD3 ¢ N 45 A8 CAR SR
T R SRR S 0O BRI T A
Ad5135 B S E MR AY CAR, 45 5 % W AT LUfif | e
AR A S M1 B G fiR R A, AR Ak S M2 A
FEEPT S F M L0, FE O SR/ RS R 5 s
A E WM/ N B L, FHER ) HER2 9% & PR 32
RE R ( CAR-iMac ) 67 B A/NR, HA
L (A PR 5 e R B i A A A R

INESRE  CAR LN TR BURRAE S 3697 1Y
S, JUHLARXT B 4 ML E B . CAR-T 41 YT 12
FEVRYT IR ZR G0 0 P T e 0 S R v AR T — 7
R, (Hil T3, GVHD 5™ E AR KN, HEf
iR 240 B S VG T S E 2 42 N CAR-T i LG
ST R 3] CAR-NK 4IRS o I RETHFTE B R
ZEREW], CAR-NK 4y ikqed etk . Ttk &7
RO T CAR-T 4H MLy 75 B B # . XS CAR-
NK 20 7 ik B 52 AT AL ke 28 B B, Z SL iz
FBNIG IR, 387 2 3E— 25 Ak CAR-NK 20 fifg 1 44 2
Fems, RABFTE KIS TR T REAS R . AR A
AWK SR, Bl FES AR — 25 583, CAR-NK 4 i
I RE B XU MR R AT R, g
A IR R £5 o
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