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Abstract

ogy that can be used to reprogram immune cells to specifically target and kill tumor cells expressing specific anti-

CAR (chimeric antigen receptor) is a fusion protein constructed by genetic engineering technol-

gens. So far, most researches focus on CAR-T cell therapy. CAR-T cell therapy has made breakthroughs in haema-
tological cancers, and seven drugs have been approved for clinical treatment. While researchers continue to study
CAR-T cell therapy in depth, they also begin to look for new immune effector cells, CAR-NK (CAR natural killer
cell), CAR-NKT (CAR NK T cell) and CAR-MP (CAR-macrophage) therapies are being the new strategies for tu-
mor immunotherapy. Despite CAR-based strategies expansion, the field also faces challenges such as effective tar-
geting of solid tumors, reducing toxic side effects during treatment. This review focuses on the research progresses
in current CAR-modified cell therapies.

Keywords  adoptive cellular immunotherapy; chimeric antigen receptor; neoplasms
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(1) 61% 38K FEAR B, Sl — 4 36% 15+ Jd
BN T OE R . BN g ROR TR L
B ) CAR-TZH YT V40 402 40 5 SR A7V, I
AT — 4 [ HE S 2 g 24%([FFEAIC T 20204 22 2021
3% AU ). T F AR A A (natural killer
cell, NK)FJCAR-NKZH 7 ik 34k AR 93, (4 H
IR, BT 55%, ATFEHBK T65%. M
Clinical Trials.gov#& B I HHE o, I R S 56 i &=
52t i s A B, BRRE TG,
F20224F 41, HIL 1 800TA MLy 7V E N T I PRk
BB, TN T 33%, bR 43%. 5
BILAE—FF, K2 5040 M6 o7l 36 19 B R 2 B i
VB, JUF AR E X A i A EEE 75 29k L8 (non-
Hodgkin’s lymphoma, NHL)JT 2§ . 3, T &1 % S48
A RIS o LN, N 43%, ATRE &2 RN SRR N
08 28 1) 2 98 S A B (tumor microenvironment,
TME)X} CAR-TAH A s il /E A, LA CAR-T
24 i 1) PR A M ) RS AT a6 7 AR T i Rk
fik o 1 LA G 2 A O TN 4 i L B AR KA TAH IR (NK
T cell, NKT) LK E W41 i (macrophage, MP){E A%K
REARA, BEAT AR R 4R 5] NCARIEMR, FH LA
JHE S 2 V0 9T (I AT BERK R 2 R O, A A
AN RPRER A, LA T I R IEVR T

EEA, 20214 6 H , HEJIHRF CAR-TAH 12y
) B B FRVE SRR SR B E AR BT, T
BITH 2 R L RGEMEEIT G B R B R T
K B4H Mk 298 (relapsed or refractory large B-cell
lymphoma, r/r LBCL)HKI N & . FH, Z&4Y
Myt —4ei bl B RS677 J5 r/r NHL3E
B X 2 I R R IR A e, 9 T 20214 8 H BN
RIEPEIRIT AR T« X2 W N E FORHM B m
CAR-THHf1YT %254, o [E CAR-TAHLE YT 0 AF 5t
PR . FSE9H, 258 E iR CD19/) CAR-T4H
i 225 4 ity e B By S R TR, & RRE S K
KA E . 20224F 10, %33 5570 3 [E 3R 4L
B UENAE, FHTVRIT o/ eI 2R (follicular
lymphoma, FL), iX & 71 [E £ — Rt CAR-T4H i
£ i, R IR E AR TR 9T o FLE 4G T
2. WIEGRALI CAR-THNMLIE IT 25935 Je I
B2t 57 8. B H § 8 R PR
CAR-T4H a7 254 2 Bt 58 U I 40067 38 1)
EET

1 CARMIZEMSIhEE

CARZ — BB PR AR AN 7 AR 1) 2 AR 43
T, AT T 2 AR5 A RS e e P e e g 2 L i
RALH B, B 08 1Y 95 S 5 ROV 40 B R ) fT IR 5 7
B SR, BATHRIEY . A CAREHE |
4ANGERIE A RSN R, B IX (Hinge). 5
JIE 25 #4358, (trans-membrane domain, TMD). 4H}g N 15
SR . 4E AT R ol 45 ) e A B T AR
[X F B (single chain variable fragment, Scfv), F Bt
iR 470 JiR s I A e AR 14D L R (1 T AR XS e
PERE SRR R, TR CARK#E i 1 45 A S v B,
HEENREE P — BOAA EE SH A R
(G4S)35(G4S)5 4%, X B Al B B st 4 B3k AS 1
RIEHEW, ARG ScFv 240N 40 B xR s SE
71, EEARB I AR LA =g, B Re s AIOm 3=
T AU 25 1 4K (major histocompatibility com-
plex, MHC) I HL it i 2R IR AIHE 2. ScFviliid Hinge
%42 ¥ TMD, Hinge# ¥ £ CARME A fi HI4H g 22 i
e 250N 440 i 2 T 5 0 SR VRO S5 R O TR R I, LK
JE e E ARG 7 B e, S 3 A0 I 0 R e
K ) Hinge, 17174 & ££ 40 M 2% 17 1 705 75 B4R )
Hinge, B8 X K FEIL 25200 CARZ> T HIRIE . it
SR (5 S FEDIRD . ARRI, Y
65 5 A 4 1T B 1) CAR-TH i B 58 A b ™= A= 4 g
R, B SRR G RE ) 1, — AN 1 e e
J7 L R B R BB RE AL L 25 52 4K 1 (receptor tyrosine
kinase-like orphan receptor 1, ROR1){HH P54 i1k
AL, lg/Frizzled 5 MR AL KU, K H /N 2A2H1
% R12 ScFvIf ROR1-CARH A H4 [¥ Hinge, AgK
FERETIfE. % 7 R11 ROR1-CARX} 5 — Kringle
SE R AL AT R e, TR EEAECK Y Hinge 4 fiE
W ROR 1B, 1X F—GIEW] T Hinge {52
S50 CAR R R A D RE , AT 52 Wi 48 i 25 470 (1)
A DiRe ", Hinge K B IX £ Dy e (1 52 mi ok 3
Pt MG SABEFENE TAHBRILER , t
A8 CD28 8k CDS ) Hinge F1iE5 5 [X 14 Z 5T CD19
[ CAR-TANE, H ok § CDSMZ LR T HIHH, B
% () CAR-THH A A& () A M DR 1 /K PG, B IR
WK REUC, R BCK 17 240 A8 T2
BT, TMD) 3= 22 Dl e 2 # CARSH & 78 Ho % 2 i i
o REEH R TMDRFE AT LS CAR 3R A
AP R, (HH T TMDF # R4 Hinge M40 A
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5 R TS R AR 5 S AR, AN (R A A )
CARIJ e B FEM 77 TS AT IR GFHIBIE 5 o

Y B S 5 FSEE CAR TRE R AR R T2
W7, CAREH AR RIS &G, (F9HSFERA
5T RO S 2 RS R A FE A . B
LTI 20 B A5 RSO T 32 R 1) CD3CE 2
N AME il CD3CHE Hh b 58 32 A4 % TR FR W0
J¥ (immune receptor tyrosine-based activation motif,
ITAM) (W BERR A AT 3 TAMLIG AL o o s #4 e
WAk FENA G A F & BT IR, AT
ITREANFIRI D BE, — Lo 3L E5 3R] DLAE AN R &%
JSL 4 A T) 38 FH 00, A& el CAR I 2548 It 32 4t
PN 25 K 3 LA SR AR — B2 CAR-TEH I R A2 S i 1
A FEIRF) 77, CARISE M A% 7 12 S
REVKEDIRE (BI1). 25— CAR, A TFE(E 54
138 CD3C, CD3CREN SR i 315 5. 7
A3 F R TAM RN, (A5 55 FRCRICT, H
R = A AT S A P 7 B L RIEE 5, 2R ShAn
AT R RO T T IR A AR DO A B g i
i FLAR D PR A6 . 55 — A% CARTE S5 — R Ak b
07 A F (costimulatory, CM), CMA. T %5
JBEDX A1 CD3CH ], il tn s F 4502 1) CM 4% CAR-T
YA CD28M, 4-1BB!, CD27™, OX40!"IA!
7 A T M LRI ), CAR-NK 4 (¥ DAP10

3rd generation
CAR

Ist generation
CAR

2nd generation
CAR

4th generation

CD3¢ M1 CM1
.cmg cM2
CD3¢

CD3C", LA K CAR-NKT4H A+ ) CD28+ 4-1BB",
5 AR CARIF B 2 1 v R S P4 15U i e 2 i
J AR G R ROE A B A X AR . H AT R
CD28H14-1BB Il 45 #4380 ) CAR-THH Jfd 2 5 5 H
[FICAR-TAI 1. 2 =ARCARBIE T WA Z 4
CM, I PR AT SE58 o H 28 = ARCARRE I 58280 41 i
MR SETERE AP MR s D, 28 = fRCAR
52 T A5 HAMY LR, A ILREE S A 2
B[R N B R AR R Th R, 2> CMAT g2 2o
M S MK R UE SR R RS 5
AR CAR-TAHMUAH EL , 76 27 4-1BBFI CD28 Py 4k
(128 =R CAR-TZH B I I PR 58, Y697 o/r BAHAR
A iR 52 AR I, A I SR I AR A IR R B AR
CAR-THH M A B 4F b7 2k, st -T-4arik B
1 i 205 2 g SR AR A ) R, B = AR CAR-THH Y
R E L G BERE 77 o R e HEAT A0 1 1 R AR
36 SR VPt R0 S 0 R 3ok i 5 | R e A XU, AT
AT B & 45 55 = A CAR-TH0 M0 (1) e 38 17 2022, [
I RIS 4R, A A s R T VR R IR
FERE N 8L R B CAR-TAN IR I FEM , FFim it
e R DR S R R 15 S R IOR B 28 TME, 2 T 1X
A JoL L T A 180T ) C ARG 7 0 BN 2 55 DO AR
CARP, FLIl 8 & A — A0 T A% PR 7 45 74 35
(nuclear factor of activated T cells, NFAT), AJ 5 544

Sth generation

CAR CAR
®
ScFv ®
‘ . Hinge O
— = & W
== By Gnnnnr
MESTESty o ]
H CM1 CM1 é—jCytokine
NFAT IL-2RB ® ]
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Fig.1 The development process of the intracellular signal region of chimeric antigen receptor T cells

from the 1st to the Sth generation
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7 240 Jf A 4y i £ Y B 5 R A IR T (TL-12,
IL-15FHTL-1855), #H5% Ho At [ 45 5% 40 i 4 MP AR
SEIRAN A, R A5 R = B e B i 11 R 4 i, 5
R Z WU N, AR T v Ik TME R0 il 7
FA 24, bAb, TN fr e 1 F— e 2 AR 7R 26 —
RCAREER EAE BT, Wit (X F CARBE A\
N TARCAR, Y0 T IL-2P52 44K A B, 175 5 Janusid
B FIE 5 5 5 5 7 SOB0E R 7 3/5 19 7= A2 12220, Hij
FAENWIRTEAWT B4k CARIIZE M, AR R IR
TEJR G gt B E A AR E 50T, B TE
SHFEF IR, JUH R FHRIFICD34
F3, AT 45 H T FCAR F 45 M IR F CD3 Ce%
(17 1/~ ITAM 5 R 3R A A2 3 g Rl 4, AT RL3R
73 BE SR IR iR S M S RE AT T CARER WA
IF) 14 T I8 &4 =6 T D6 B i B a0, LR A i
(R 5 B | ARSI 200~2 00047 U1 A 535 15 2 e A
(19, AT LA S5 3 1E 5 4 2

2 CAR-THHRaTT /AR AR R

22 CARMUE J5 1) T40 Mo i ik 4k e y7 vk, RII
CAR-TH ST % . CAR-THH ST % 19 2 A1 F AL
HITE T 2 ScFv IR Gl i 8 2= T bt i J5 # oE , i 4k
5T R N R R, BRI CD3CEE i
ITAMSE 380, 38 ik i 2 R W B AH 0% 2 1 ZA P70
i3 S ERSE R SN ey Vsl 1 TR A S N
(T cell receptor, TCR){& 5 4% 5, A J& 3l T4H Mo £ 1
RSLIhRE, UG s . i R AR AR A

PR . CAR-TYH M & B ki iy . % fL
R LT RZARAT R IhAE 2, CAR-TANAE DS
TEARVF 2 g G g e AL, I L8 R ML 46
P MHC, 7 S WM PEgu B R 7 RS2 AR R T
S, A7 00 BT AR S 1 Sk 3 A A [
7520, (EAF—FEMA2, 05 TH Mt 7] LAE R
CARFI AL, 51697 (1 3E APERB 8 G 92 14
YA, W T BRI RS 7153,

R AT (34T IR 7 B S8 DL R T LR SRS T
JE. B, AT TEE S CD19B R E 4 T S BUA
I H I BRSPS ] LA CD20 A7 R4 A,
5L CD 19 BCMA A XUEE g fif v S xfE A7 HLk,
7T SR AR T lu Dhse o, 44 H FH CRISPR/CAS9
HiR, ¥ CARFEIE NBIPDIFE A 15, SCHRREPDI
PIFIRS 51N CARBERR, DLIE— D4 = CAR-THH LA i
TR A P, IR, TMEX] CAR-TAH )7 1%
AHHER , TR FBURIT G SR R R B
RN, A RATI & CAR-TAMMLI 7 i — KBk B, #%
Ja , W2 CAR-TAH M 55 3 2 Ge 140 (induced
pluripotent stem cell, iPSC)>Ki5 [ CAR-TZH 1 ] DL
TR ARG M SR 1 CAR-TEH I ) R R A, (A s
AR ARMIARAS « A5 FH 8 5 751 ) B

TE B 2R T eI 7 ik, CAR-THIMLYT v F SR
9T 5 I R IRGE — B AL TN B, 7RI YT 0%
YRR 7 T IS T E KB, sk #tiEr) 7
HAH RCARINZW), I NCAR-TAZEY)(F1). X
L6235 DL CD19F1 BAH L AP )5 (B cell matura-

*1 BRISREHUE EHRCAR-TATT A
Table 1 CAR-T therapies currently approved for treatment

2R el ol HL T 7] 5 [ 5 C LIS

Drug names Manufacturer Targets Typical countries and time of approval  Indications

Kymria Novartis CDI19 2017 (USA), 2018 (EU/CAN/AUS/  t/r LBCL, r/r ALL, t/r FL
SWIT), 2019 (JPN), 2021 (SG/HK)

Yescarta Kite Pharma CDI19 2017 (USA), 2018 (EU) r/r LBCL, r/r FL
2019 (CAN), 2021 (CHN/IPN)

Tecartus Kite Pharma CDI19 2020 (USA) r/r MCL

Breyanzi Bristol Myers Squibb CD19 2021 (USA) r/r DLBCL

Abecma Bristol Myers Squibb BCMA 2021 (USA) r/t MM

Carteyva JW (Cayman) Therapeutics CD19 2021 (CHN) r/r LBCL, r/r FL

Carvykti Legend Biotech/Johnson & Johnson BCMA 2022 (USA) r/t MM

o/r: SR BHMEIR 1 DLBCL: 538 KB 2987, ALL: SV 40D (M 75; MCL: 20 Mk B8 MM: 2 K P B8 ; LBCL: KB itk E2 957

FL: JEVE MR .

r/r: relapsed/refractory; DLBCL: diffused large B cell lymphoma; ALL: acute lymphoblastic leukemia; MCL: mantle cell lymphoma; MM: multiple

myeloma; LBCL: large B-cell lymphoma; FL: follicular lymphoma.
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tion antigen, BCMA) AHE &, H HIAT A Il R 5
SR ML VR0R A0 975 52k 5wt [ 4 Sk Bk 2 4 i
IMJ7 (r/r B-cell acute lymphoblastic leukemia, r/r B-
ALL). BZIAINHL. 2 M7k A0 A s . o0k B8
N2 &N H BE8 (multiple myeloma, MM)&5 T Ji& .

WF 78 5 AT R E AR R CAR-THHN M7 12387 1438 oL
i, 9 G0 T M I 2R G M PR L A N A A
WARGUEIER . 1697 2 AV H B8R 1 CAR-THH
715 BT W S BCMAY, (HAFE R R AT REW),
WEFEE BT 7 — M RE S L 17) BCMA A e 40 i (1)
71—43 ¥ TACI(trans-membrane activator and CAML
interactor)[) CAR-T4H Y, 1% CARMKHH— Bt APRIL(a
proliferation-inducing ligand)45#, At 5 BCMA
MTACIX > T4 & . WL & JofE A CD28 AN
OX40FL ek ¥ 25 — AR CARHEH T 5.1~ APRIL
731, AE I AR S = 7 i 1k . B AR R
A 4-1BBAL A E W 5 —AXCARPAEH 1 3/
APRILZ» T B 1 = RAK AT 0 W 3, ik 45
R R Uk 5 I CAR EL A FH 52— APRIL A5 #4 1 CAR
HAEGENIIR. B 7T EIE, CAR-T4H /YT
TEVR T AL PR ARIE D5 T WS RS R R . AT
T20214F4R1E, — 4 A B & S5 B G
PR 245 1 LRI 208 o, ¥ #5632 HoAR B 7 R
REFE MR, R4 32 KT H AR CD19%E [ CAR-T
S, FBNLMSRIER et e, 44K )5, Wik
W B S Ak T, ISR 7R, H
R IHREIE ™. 55 2B SGEAT 1 144 8
HHNRYT SR, BFENIERZ IR CAR-THIAYST
JEZI3A A, W2 AERS R 1 R, BAE IS R
MR AR R B S PR &, BATZHINEER G
¥ T I R D T RE R CAR-TAA LYY
298 B R TR . A T B
T g o0 HIV IR G 1 4 i B e e o A VR G
CAR-T4 fi——ConvertibleCAR-bNAbs, HHEEFH
bNAbsHUATEERENS HRTHIVG 3, 3R] LA G
BN R IA AR S NKG2DIR R 45 &, 5 3 MR AT
TR YL CD4 TUlM . FEIXAEEA B, BTN 5
TFRE T CAR-TEH MY 1205 R HI VIR 236 17 2 L i
PRI FEH

CAR-THH VG Y7 0T Al TR ) — > B PR
&R Z BRI CAR-THH L IRV A A BH i S B, 3
AR A R A S/ A8 SR Hh 2 B s 208 HLAE g FRAH.

LUK 3T 48R, H H S8 N TME ) 5
ORI ) R X DA e 748 I A AT SRR B T —
LA 1, 18] J7 2 (mesothelin, MSLN){E 1E % ZH 4R 1R
IR, AR URMERE A MRk ©RIEMSLNEE A
1E85%ZE90% 1117 B2 I8, 80% F285% [ i iy F160% 2
65% [ PIiMieE « BP SR AR a2k, BRI
T SEAAR Y B A 5 . DAMSLNC#E £ f{ICAR-T4H
M7 VR A LI RS IEAEHEA T, G RTT R |
I R O L9 1), 110 WL 3 1% CAR-TAH f B A Hu
PRI I HLR 22 A, X AR T CAR-THH 7y 8
FSEARIRIR YT AT AT M B, B7-H3J& T B7 % L0
ORI e, (AR B gl . mU o
b UNEE. E. BHAIREE. TR, BT
YR P20 o 2 I 98 5 ST g v S e 3R, XAl
Z A MR I AERER . #E [ B7-H3HICAR-T4H
M 25 i Pk . — 2 1B 4 R R (kR
ko SR EFEME, MAJZNERZS BURI B —Fh KGR
Sl K BT-H3RIHUABET T — 3K ScFv, AN R il
CAR-THH I XK /K ¥R 1A B7-H3 0 ik B 2H 2 1) #E i)
B, 45 RKW, AEB7-H3IE PR % B FIA S (g B
AHMOIE B PRGSO, [ B7-H3 I CAR-T
S HfLAE A4 A RIAA PR A R, S E TR 2 B I
WHYUAEEH | 1% CAR-TAIR A E RS £, X%
B R b o] ReAFAE A 20 TCEEI B7-H3% 1] CAR-T
YR YE YT 7 B B R REAR MR, AR T
PAEGFRVIIL. IL-13 Ro2FTHER2 AH#E s CAR-TZH fifl
TP WIHARES R NPT IR AR 1 e o 1 2 R B0 %
CAR-TZH M L FE RN, Y697 RO I 2. 4k
FEWIT T 3T 57 & (chlorotoxin, CLTX)] CAR-T
YA, CLTXo2 — Bt 36N B i) 2 ik, 5 575
FIK ML p AR L, CLTX S i 598 BRI i 25 45 66 i
58, I CAR-THHMIAE AT oA I 5T BF 20 i yed AH S
W N MW S N E 71 DR C SRy VR 3 A
554 B, CAR-THHMLTV2:7E S8 v R A IR AE I
OGN R — R U, IR IRYATT TSR F A
H, HWIE A T34 CT0411 CAR-TAH /i
290697 CLDNIS 2PH M SRR (B B B8 B
Gl M % SR e ) A R I PR EICHE , s 5 s P
A HE BB ARFRIE 48.6%, TR HIRIE 73.0%;
BT B i B SR R R 2N 57.1%, i il 20k
75.0%, #5252 /0226 TT R B i AR R M R 3R
61.1%, Pl dz i 2 983.3%0,
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3 CAR-NKHREIT AR R R

CAR-TYH M7 iE BRI B, ok T A AL
CARME i HAth 492 4 Jf R T v b 98 ) #vt o NK 4
it 2 1A G 8 2 G0 1 B B A A 4y, o N4 I
140 B 5%~15%, RIECD56, AKIACD3. TCRA!
PURRE LA, & —FhAERe S P R dn i, 2
— RGBECE RN 2 RS TR, A BT
S S FBOEE 5 Z B PP fENKEH A H 5]
A CAR B E 2 i FENK AN & M 3 A, 358
NK4H A 5T € 77, BCAR-NKZH 7 430 95 4=
KWy 51 T2 BER . CAR-NKZH A FIH
Z RIS T AN TR fL R R
SR EEY) R AT SR A, Fas/FasL. TNF-o/TNFR-
I FERANI T55) . TR AL IRINKEH 34 25 - Fh 2
J BRI A R, 3 — 0 SR AR v A A S gH
i, i T4HA . BSR40 R AIMP

5 CAR-T4H i A EL , CAR-NK 4 it H A5 — 2L i
FMHA. (1) EEmM g ett. BENEGALSGE
R BBE RN, AR IA TCRA S A b1
9 (graft versus host disease, GVHD), N7 gl /b 7=
AETIL6 A2 5] 4 Hd [F 1 X & (cytokine storm, CRS).
(2) BRI SRR , BT SR 2511 TME, SEILA
R IRE B B2 575, (3) NKZH g i 5 [ 148 NK
Y0 B (NK-92, KHYG-11°"4%) . A1 J& ifi B A% 40 i«
CD343& M AL LML . 575 I i NK 2R 155 %, il K
JETiPSCHINKZH AR, & iy CAR-NKAH g ) 5 22
KR, Bl A AR e R 1k CAR S HAR K FE D RE
B, (R AR A e £ A N AT R SR 5K 4 )
o (4) BT AT CARMITUI R AL, 17T UE I
PURMA AN T 140 i 25 7 4E H (antibody dependent
cell medicated cytotoxicity, ADCC) &G 4841, NK
Y1 51 3 9A i CD 16 AT R ) 5 S8 40 ffg 3 T 45 & 1
PUAKI FediB 4y, 4kl it ITAMAS 5382 0E NK4H
il CAR-NKHHME T 7EFERIAT 78 AR R S
AR Z P, B2 B AR SR SN
(10 L 7 325 1 A B 58 A IR % AR 1990 3 NK A
M9 1 i J AR W A IR, IL-24 IL-15. IL-12. IL-21
FIL- 1852 % FH (R A M R AR NKH f 47 386 R, H0)
NKAIH Y OB A o K -5 0 S 400 it 3 85
Fr 877 3 LA FH 20 B R 7 (9 38 AR B A, (E X
S ] 5 240 P T 1 AR NI 4 6 18 B 8~15 1 )5
SRAEFEZ . B EHTEHRZ . ZATFINK

YT A S 3 TR
2% C AR-NK 4H 32 7 2% e (1 15 = 2 3
AT — AW I3 CARKISE R, A T
FUUE I FH T CAR-THH 1 il P4 15 5 45 #a) 3k (B i fi
FH CD3CEE sk 454 CD28. 4-1BB. OX40)t 7] DLk
T NKAH AR ), il A B 7001 & T LANKAH 2 1
Y TR I 2 1 324 (natural killer group 2D, NKG2D)
AN EE R, DNAXAH X & 1 (DNAX-associated
protein, DAP)105XDAP12H1CD3C1E M 15 5 45 14
15 (1) CAR-NKZH g ), NKG2D2& NKZH it 2 [ i
B2 AR FLRCARTE 2 Fh i Rg 4H i R T 3506 =AM
DAP10F1 DAP 12t CD3CAE 5 4 Mt NK 41 i i i
SRS N E CAR-NKZH i 2 B H 58 56 1 48
B, PEAE T Z A T, B4R i CAR-
NKZHHAEAR N 3G 5 R ) FRE A, AR T
— T MR 20 2 48 )5 PT 2RIKTL- 151 CAR-NK 4H
Ji, iZCAR-NKAHI e 5 37 AEIL-15, & PL4ERF I
2RI AR A P 8, = J& HE| 4% CRISPR/Cas9
SR G e e AR S T AR AN R A S 7
H AT CAR-NKAN Y7 VA MG AR IS B A R, 7F
ZHEFAIET R B, K & AR . F
H A 1E, 7E Clinical Trials.gov B W ] LIS 2% 21 3024
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