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Advances of chimeric antigen receptor T cell immunotherapy in tumor therapy
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Abstract: Chimeric antigen receptor therapy (CAR-T) is a promising method for tumor immunotherapy. This review

summarizes the development and clinical progress of CAR-T cell therapy, describes the strategies for CAR-T cell drug

resistance and proposes strategies to optimize CAR-T cell therapy.
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IL-21"2, SR —1C CAR-T 4 il 76 A A0 HLA b %
it e ABAE I PRS2 56 7 CAR-T 4 i b 44 g Jy S A
PIHRFSE I R)AT BR , JC32 58 4 1 bR o 4, S B0
HED, AR CARMEEE T TANMIG (b 55 75
55— 18 CAR &5 49 1 JEflt b 38 1 AL 500804y 7, an
4-1BB( X Fx CD137) B CD28, A {ii CAR-T 4 g 1% 1k
KAV S8 FE RE A B 0 A T e PRAEUHE 3R W 4532 56
AR CAR-T 4 a6 7 0 285 e 67 oy 79 2 G 3%
FEMES HRT B A A R o T i S
% 43+ (Inducible Costimulatory Molecule, ICOS) .
OX40( X Fr CD134) 1 CD40 %, 25 — X CAR 45 # th,
SN PR R e N A Z5 0, 25 =48 CAR J&1E
55 AR CAR S5 K B LAl 34 m 1200353 7, BN ]
— CAR G5y 3323k 2 N L+ 55 =L CAR-
T Y525 — A% CAR-T 40 AH Lb , AN gtk it — 25
P27t Cappell SE TS5 R F W] 4-1BB 55 CD28 3k
FEIR 1) CAR-T 4 6L 184 5 K 240 it PR 7 B TR F- L 49 6
FAC B AL B0 T 1 CAR-T 40 L ; [A] i} , Guedan
Ao Y ICOS-BBz CAR-T 41 iy 3¢ 30 1 B K4k iy
TR PR E] . 55 P04t CAR XOFRIE FH 40 i IR A 5
AW T 41 (T cells redirected for universal cyto-
kine killing, TRUCK T) , j& 7 4% — {0l 8 =18 CAR
S b SRR — S H A 7y, X S8 AR R HE T 41
W B Y TL-7 JIL-15 1 IL-210%5 ) w452 T T 40 M 5k 7
AE 119 TL-12 F1IL-18 280 alg b £h HoAth 6 93 41 ifg s
CAR-T 4 s 2 il 724 210 B J) [l 1 C-C B )7 Bk + 19
(C-C motif chemokine 19, CCL-19) 1 CCL-21 &
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FI 2017 4F FDA #tt #5425 35 FI 18 ) CAR-T 4
Moy vz ah B, H it 43R E A Kymirah | Yescarta
Tecartus . Breyanzi , Abecma , Relma-cel fl Carvykti 7
O b AR, 0 TR R BIR YT, AN B 4
2Pk Uk I 40 B [ 10 (B cell acute lymphoblastic
leukemia, B-ALL) &2 % sl xfE iy 74 K B 200 Jifg i L2488
(Relapsed or refractory large B-cell lymphoma, LBCL) .
52 O BOME TR 14 U080 1 9K EL R N BB 3 (Relapsed or
refractory follicular lymphoma in adults, FL) & /& i 4k
16 PR 40 96k L 9 B A8 3 (Relapsed or refractory
mantle cell lymphoma in adults, MCL) fll &2 & o ¥
a1k £ & P& #EJ8 (Recurrent or refractory multiple
myeloma, MM)2*!, Kymirah J& — # ¥ [1] CD19 #9
CAR-T 4 5715 , % CAR G5 A1 3 U3 CD19 1y

PA4E T {K (Single chain antibody fragment, ScFv) . 4-
BB F1 CD3C 4 4 il PN A5 5 Sl b 8, FLvA 7 I8 6L 1 Uk
EUIRE 52 2R RN 69.1%(95%C158.8%~78.3%) , 4 2%
it R H 86.2% (95%C177.5%~92.4% ), Yescarta {3 /&
— A8 ] CD19 i CAR-T 40 2T 7 3™ i , 7EIR YT
KB 4 L ik CLRE ), 83% 1A SR A Y IR i i AR TR
ST (252 2 ~ 3R A SR T L SR XAk 2 e i
7 A SN R A AT R AT A A AT A RS A
1Y 50% Z& i ; Yescarta ZH FIBRHE VR IT 411 58 4 27 i R
93 5 R 65% 1 32%; 2 4F B EAT R 4 5 R 61% Al
52%; Yescarta 21 3 2% X LA I 40ME R TR s Ak kA
K 6%, 3 G S LA b pl 2 A kA R 21%7
Carvykti, HJl 75 35 3k B 38 78 51 Wk, J2& T [ i sk
FDA L1 17 59 CAR-T 40 g™ i , J& — 3K 1) B 48
it B 24 BT S (B-cell maturation antigen, BCMA) [
CAR-T 4l Sy 7 id: , B2 T 2 K M HRIRIT
i A 2 M7t 256 155 35 98% (95%C192.7%~99.7% ) , 56 4=
2215t 0 78% (95%C168.8%~86.1% ) ; 7¢ 18 1 H iy iz
Bl U5 ] b, e L 27 A AR 22 A 21.8 S
(95%CI21.8%~Jork At ). AN, A7 BIF5E T AR 42
BRE 52 CAR-T 40 IR 7 1Y 8 S 738 B3 A
L, CAR-T 4fi i /X 46 B F RN nl fF B KR IK 10 4R 2
AL Hob, CD8'CAR-T 40 il 9 4 7R AL N B B i 32
1A, 2 g 70 77 % i 5 W) i CD4"CAR-T 20 fg 4E R L
TRR A B IR R

H HT , CAR-T 20 Ml IR J7 A A 48 26 = 2504 T 56
5, 29 0 A BR 75% LA B o I R IR T R A L
CD19.CD22.CD20.BCMA k&, — 2L 1 CD38 . I
TR 45 5 TR T 2 3K B 11 R4 % (Sialic acid binding
Ig-like lectin 6, Siglec-6) | 4 4l il S BR & H HE %2
& B4 (Leukocyte immunoglobulin-like receptor B4,
LILRB4) . CD133P" 45 5 48 5t 78 i 4 32 K UE , B AR
[ A S I . = I N o I NN S P AP oS/ s L (o33
PERI, CAR-T 4l AT 24 v T L i MR, fn
PE L 22 PR B BRIk IR 5 LT o S ko 40t
B, BRAEAE W9 4T )i (Carcinoembryonic antigen,
CEA) \ NZE R A K HF 31K 2 (Human epithelial
factor receptor 2, HER2) .1 2875 # I§ 2 (Gangliosides
2, GD2) . fiif 51 B 45 5 P B 40 B (Prostate specific
membrane antigen, PSMA) . i Jig ik L 5 85 2R 0 3
(Glypican3, GPC3) K4 & H 1(Mucoproteinl, MUCI )
ETEMFHE S, AT JC CAR-T 7= fhafdtt, Hs R &
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FERER 25 57 R A2 EE A A 1% CAR BEK (142 41k
CAR-T 40 Jifd fii 41 2% )% . CAR-T 4 i i 1 )5 14 % 93
Jr g IR CAR-T 48 A A4 P9 457 25 Bsf ) AN 2 171
I 2 R0, XS R AL T 3 CAR-T MGy
RORAE , X CAR-T 4RI AR AEAR R, , iR 1 A
o WAL SEARTE IR TT T T R OSSR R R
PE IR AR DG BT LB G 251 2 T R 2 B CAR-T 41 il T
AT ORI 28 e S Bl s P, DTG TSI 2R 403 e 4
127 CAR-T 20 M 78 7 S AR Sk 1T I 5 1 22 1Y
Pl
3.1 CAR-T#mMLRSMAEF LA 7

CAR-T 21 M {4 S1 Az 7= 3t B A 455 A1 Ji 1 3R B L 2R
ANREAIL 3 B T A LROS BE AR U .CAR-T i i
RO &, A 7 A ad B T A (R B 1k A [
P Z B 38 A5 e B AR T 2~4 A, Hi i A i
FEE A% FERY HOBAH XA — e B H ISR T A8
BHAZIRTT W SRR o 758, X T 4 Mk U5
AT BER F R A I R A% 40 A i 45 CAR-
T 20, AT BF 98 R H 24k 1Y T 44T CAR-T 2
;L AR R 2 S IR A G . AR, CAR-T 41
JH 4™ 4 2 A e A B A0 B R, b 7 I v s A
BIRYIE X CAR-T 40 e A 7= JUr 75 R A4 R ™ k%
LR, HAMMBT AR UE TC R 258 . 5o, CAR-T 4l
MIFER T, T XN BE R SRR Al s S —
ZINTEAE RS PR 2 R4 7 A o
32 JmaidhiERAet

H T, 2 F A9 JL 0 CAR-T 20 i 7= & 2 2R 96
FE AR ) T 40 B 3% % CAR & A, 1 4 Kymriah,
Yescarta ¥R F 899 85 7 R JLERAAY . DIORIE T HIV
1 95 B 2R AR Sk 5], H: R %40 & Gag Pol \Env, Tat,
Rev . Vif, Vpr. Vpu fl Nef & JeHl L A, 44~ 5L [H 4% ]
LI, e A2 TR B 15 Bl T R 4 MRk PR3 2 S A i
LR, SR AR R A R SR AR 0 3Rk . SR, e B
BRAAR IHAF A A B M, FLIR B AR5 2 8 A B
A Jry BRAE , TC ik 2 g R[] I 1 AR TE
AR e R EUH ARAS . FDA #E175% 4 DNA J
BEW AR T 200 bp, H 52 CAR-T 41 {134 7 il 58 3 7 ok
A RSB , DA 00 7 28 A ) @I A Y, ] B, %o i
BRI AR, e 4 alifb 5 T 237 ik .

F T, B AT #E R A T R G, B

piggyBac % Ji - (PB) & 4t (P-BCMA-101) F1 i 35 A
(Sleeping Beauty, SB) % [ 1 R 4 %5 2 W58 B H bk -
Hrp e SBAE M E AR CD19 CAR-TIRYTE K XEiA
P B 4H bk 98 04K I BE U7 e S5 R R A 4
FERIME RS [RAERY 2240 F e I6 97 i HUS AR
IR, A, SR 12 3 G ARG 1A 1 5 35 A 3
52 H AR X EOF B3 59 CAR-T 41 i L TCM & 7!
PO S
33 FalfEm

CD19 s H A #5855 by Y g 0 e i, 32
BRHAVAE B F A M 1H 2R 08, oA 4 M L AR SR
ik, HLEME CAR-T 4 M A% 15 1E % B 41 il f5 o w] 3 o
FhFERIEERE KA B T HER R B A, H
FEAIE BT A e 7] B 4 R WEAE 8 e — g, ek
IR PR A IR AR DG HT AL, FLIX Sedt J5i7E 1E 24N
Kk, AL, CAR-T 20 iR 1E H 40 AL h A&
RO W NITR =2 €ilK (it 2 i

BEAb I PR % UL A CAR-T 40 i[9 45 J 10 B0 41
Jitg A F B ik 27 & 1iE (Cytokine release syndrome, CRS)
MRS GRS R OV, F 2 5K JE CAR-T
2 D S AL AR By At 4 9% 200 L — [) B i IL-1 . IL-6 | IL-
10 5 20 Mo P+ 2 3 CRS. ARl 8 35 I IR 3R AE , CRS
Gy RANTF G, nig B AR R Ry A B R O
IR A 5 v B RRCE R IR R IR ME AR I 2 A
B mEERFEWBAIRSEEEH AR E
fifg e = 07 B 5 A R R Iy 4 e R
BUAGE =, & ™ 5 fE S AR At i IFN-y \IL-1.IL-6
IL-8. IL-10. K7 4 ffd 48 % H) 3 I + (Granulocyte
Colony-Stimulating Factor, G-CSF) %7 4 ifd . 1 41 it
3l 3% X ¥~ (Granulocyte-Macrophage Colony-stimulating
factor, GM-CSF) | .4 41 Jitd #4 1k 25 11 1 (monocyte
chemoattractant protein, MCP-1) , T#L Z 75 FH I 10
(Interferon induced protein 10, IP-10) %5 21 Ay % 4 K 7
FEAVEME P57 GRE VT LT 5 R RE
E RS R RV IE R ) AN AR J BRI A
SRR AR, L e E R AR R A R
MBI IR Mz B R U & A B R
Fli A o AR A R e PRER IS [R] AT 3 SR AN ) S 47

CAR-T 4 ffs Bl 36 97 5 09 o5 — A R R AR HI R
15 EPOR AW N, — )5 T AT RE T CAR 454 Hh i
B2 WU IR B D B AU X B AR (SeFv) A B
W5 55— i T H BT CAR-T 40 LA I7 - A A 8
PE, il A i fE 2 FEIHC 25 (01 57 U CAR-T 41 i
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WA AT i 4 1 S BORS A P Bt i 32995 (Graft versus host
disease, GVDH) & #1411
3.4 CAR-T@mfetts5

ARSI R BT, 7E M Do )RR ST, HLAA
(9 T 248 B 0E R0 K- Bl 080, L B 1 5E KA
I B 2R 9, BT 46 AR TR 3 R 25 (PD-1"TCF-
1 TIM-37)E, 24 4% CAR-T 41 Ml th 77 76 AH Bl %
fiE AL G AR AP 18 ) CAR-T 40 Jifg 5 1A DL &% g 3%
%I (CCR7'CD45RA™) 4 £, 5 Naive CAR-T 41 iy
(CD45RA"CCRTL) A LL , i 4R 41 i X 73 M BE 1 %5
S (LI RE AR 200 LS 5 L ) R TR R T AR R B (A
FIL-7 IL-15) o [RIF, Sl PR 2 AR R PP PEAE T2 I 7 1
(Programmed deathl, PD-1) 4 i #5544 T 4H A bk 12 41
Mg Pt )i 4 (Cytotoxic T cell lymphocyte antigen 4,
CTLA-4) T 4 Jifg % 7% BR 4 H A 3 H -3 (T cell immu-
noglobulin mucin-3, TIM-3) . #k B 41 g 1% 1k 3[4 3
(Lymphocyte-activation gene 3, LAG-3) . T 41 g % &
ER A 1 FTITIM 25 #9358 (T cell Ig and ITIM domain,
TIGIT) .CD244(2B4) Fil CD160 % 75 1% 4 KU FE VR 41 g
Hh ) IR KR LG I s 7] B 3 R SRk 2 AR 2 Ak
RN ) 6 W PRI, B TFN-y (IL-2 UKL i B 1 %5
FLZ 53 WAk 2D 5 AR KT e A2 Bl AE , CAR-T 4 2 hr
PRIEVEREAR, B A AL IR b 1R D7 1R S Th 2 46 A Wil e
filt AT AW S BE R AR AU, PI3K-AKT-mTOR i&
FEIE AL, it 5 B T BRI

WA SCHRHRIE , BB I R 52 5 CAR-T 21 fi 44
N1 S B AE G, RRZE Y CAR-T 40 B A7 nT £ il i
Jed 1 ™, SR [l gy b T FE v IR A5 Y CAR-T 21 Jifd
J& o BT GO AATE PE I 55, A RS IR N R A7 )
B PR, JC A A8 A — e Bt 2800 240 P I R 23 25
() i 9eg B A T A A TR 285 32 5 g 2 T 4R P e
Jed I A2 BN . 44252 CAR-T 4 MOIG 7 1) 28 35 e
Je8 g AR, LR PR B I A , B ane vy v Wl &
P e S8 e RIG T ROR B T R e M AT R e
ETH R BE T LR ARG 4T, 45 1 CAR-T 41
o e R A A, CAR L (R il A5 7 a5 st 1%
7 PR FEURIYT T 48 R RE 9 R A 7 AR AN T I PR R
g0
3.5 ERBERMBERE

CAR-T 40 M6 97 H §i 32 2 0 H T 8% % 1 3 o
Je , SCARIRE AT 18 R AN BRAR I IR 19 JC AR = i
REL ] C AR-T 20 b XTSI AR 988 40 s 7 FH 7 it DXL ] i PR 2
Wr s E e, Bz MR R SR, AR T CD19, S5 A
e e A4 L — it SRR 2T, X S S R A

FPT IR AR IE B A U A 23k, 191 4n B RiE Xl 2 g
JR IR B BT 5T AR 4075 PSMA | CEA \Her2 .GD2., |
4fl iy Zh B 43 ¥ (Epithelial cell adhesion molecule,
EpCAM) Fll[H] iz & (Mesothelin ) 4611 Hyk , i £ %8
(9 R 2524 Ja i R R B, i RE AR O B 27 4 2
(Cancer-associated fibroblasts, CAFs) 12 i /57 {35 5%
i BN N 22— R R A R O TR — s
il 200 L PR 5 Treg 200 L - 8 A Y5 400 1) 4 400 L L M,
T [ 2 Y A5 92 00 ot 1 40 L 3 5 0 6 TGF- L IL-
10 = At 40 ffg P57 >k 7 1] 981 1y CAR-T 40 i 46 92 )%
INF 5 AN, SEEAATE A0 A 25 R A PR - A2 44K 2 ke fo g A
Ji 40, CAR-T 40 i JC 1 A8 4308 Ak 28 iy 4 AR e 30
AL 58 7 32 BH0G  1 RIRE 0 ST VR T ) S g 41
il A2 R v R A T CAR-T 4 M 19 A 2G4k, %
RGN B S 0>,

4 CAR-T 4Rt 24 Nz X 5 B&

4.1 CAR-T @0 e i A b R % 4

T, AR dn B B AR L3, miR 512 GVDH
9 AH G L R, S BAR 3l 7 ) CAR-T 40 L7
et B, BT TALEN 3 K 45 48 57 KRB CAR &
5 A TCRa i i (TRAC,,.T), ¥ IL-12P70 T A
IL2Ro 5% PDCD1 il # 1 38 FH 40 i A 200 Bk NSG /IR
D PN i3 40 B, LI DR 1 it 12 52 B F B R A 4% 1
CAR-T 41 Jitd 11 1ML B © 45 2 & M, {0 H PRAR A
GVDH # B!, L F CRISPR - Cas9 4 & £ R
CD19 CAR 5 [i] % 2% %] T 4 M 2 4 o fH 2 X (T-cell
receptor o constant, TRAC) & K i | iZ B 1H AN LGRS
T3 CAR-T 240 M4, 17 H 3 5% T CAR-T 7E 2Rk 2
2 6 1 g /) RS TR v A 7 1 i 0 D R i R
3T B CAR-T 40 U #E 3™, (H LA W5 4iE
AH H T TCR B 41 CAR-T 40 g , 4 Y6 M TCR {iE i
CAR-T a2, A b, X F TCR 3 [ i Bk i X
CAR-T 4l i 1) 5 Wl i 75 PR AR5 o [RIB, R 5% 2 Al
FH CRISPR - Cas9 4 A i i% ) Fas-FasL .p38 45 £ 4
BRI VAT A, L 3 — R UK — 2L AR T 4k A
FEIEY T IE FHPET 7

HVR B I K s i 20 A R O AR AR O
I Y8 k3 B R P VAT, SR FH B A7 1ok Y5 T 40 i/NK 40
Jfi ) % 1 CAR-T/CAR-NK ¥ 0] 45 %4 2% fi% GVDH
CRSZFEERIMER . AE—JIG RAFFEH (NCT03056339) ,
V1A 52 e METR M CD19 BH 1 i Jeg £ 35 42 52 I 4 1l >k
I8 CAR-NKIRYT )5 , 8 1] F 5 X CAR-NK J=Z v (73%),
Horb 4 5k R A 3 40 CLL H o o8 2 28 i, 1 ) i
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il S 573

il CAR-T R4 J5 (1 CRS  #ft 28 85 M 5 AN B
37 ] 388 2 9 1Y CAR-T 2 AR A 306 438 31 22 igp 7>, 4]
W Amatya S5 3 3F T — A @ % 109 1Y
SLAMF7 CAR-T 4 fifi , 3 % % J& $| SLAMF7 [ 7
MM i b 3R Ah 71 an NK A bk 2 200 A o f
Feih . WS E AL A Y T 45 CAR-T 40 i i &
R RS, fff CAR-T 40 S Bk MM 41 i J il i i
I AP1903 53 HAET- . WAk, AW TR # BT T — X
N 1E 2 IL-2 (orthogonal IL-2, ortho-hIL-2)/IL-2RB
(ortho-hIL-2RB) & 4t , ortho-hIL-2 X 3 ik ortho-hIL-
2R 4 i H A BE PRV , v 53218 ortho-hIL-2RB [
CAR-T 434 57 , 1 %F B 26 R T 4 5 B i 15 5
& el i AR Sh 45 T BN 45 T ortho-hIL-2, A 4%
il CAR-T 4l (934 51 7K P11, FDA i H >R F 28 [T
A] K35 12 57 Yescarta J6 7 J5 B9 CRS (https:/investors.
gilead.com/news-releases/news-release-details/us-
fda-approves-new-label-update-car-t-cell-therapy-
yescartar) ; [7] i, 3104 TFNy 0P ] LA BEL - 5 g 40k
FoAb AT BT 3% 3l 48 i PS5 B 5 AT B S 5 40 Y
s HXT CAR-T 4 i 1 b8 5 I B5A W i 67 i
S

B 41l & B A4 & CD19 CAR-T 4 iR Y7 5 1)
I — FEA RN, R I IR R e Bk A 2
BT AAAEAE— 2 R . W58 3 R 45 CAR-T
2 B 2% 48— Fh B 4H A 3 3% K 1 (B cell activating
factor, BAFF) FCAA , T ST 3ASC A7 928 248 e ity % 7 1
B A0 TCEE I , FL01 B A AT LUARR 58 © B AR Y AL
BN, 32 ) BAFF 1 [F] B 2% 1 8 4
Ji 3% 1T 335 19 B 4t M0 £k K 32 /& (B cell-activating
factor receptor, BAFF-R) . BCMA FlI #5 fIx i 1% 571 Fl
CAML #H H /£ F %] (Transmembrane Activator and
CAML Interactor, TACD T — Z K F 454, i 5
W1 B 4N LT AR5 BAFF 3241 Hebbar %444
T —Fp [ AMLGRP78 #7 BU470 J5 i) CAR-T 4 ffd
(4% GRP78 7& AML J# 40 g 2 i L= i 3k, {HAE 1 i
T 1l AL 41 Jifg (Hematopoietic progenitor cells, HPCs) 1
AN, DT R AR B AR I 4 A A 5 (] R A AT SR
BCR-ABL 3 fif} 1 1] 551 15 ¥ 25 J& (Dasatinib) &b B %
CAR-T 4ilifd, BH¥ T GRP78 CAR-T 41 it XF [ B iR
Sl A R I W, R N R) SEE K DA T AT ST ok i
Jea AN
42 HECAR-T@IABRE

CAR-T 2 J #E 38 8 75 EZAHEHA R R T F

TR < 15, e DA i 4R B3 AR ol B e 3 Gk AR il A O
, A5 200 Rl 5% &4 i DR 15 5 4 46l X 1 (Suppressor of
Cytokine Signaling 1,SOCS1) "] fi¢ ¥ CD4 T 4 fifl 344 5
STAHTERE , BN S5 R R BN H SOCS1 kT B i
U35 CD4'CAR-T 4 i (9 45 A Fl CD8'CAR-T 4 Jifd
AT FE— R AU CAR-T 40 fifg P % DNA H
JLHE 75 T 3A (DNA Methyltransferase 3A, DNMT3A )
J&  HAE B RE ) W ST A 2 K R B s
K TH 22 B o 5 0 7 1k, G W] RE 3B S 40 i TCF7,
CD62L, CD45RA LA TR 25 T 41 Ml A€ 5 7]
FEOO IR, RIS S T ) fR 200 8 A O 14 1 I
#% Kt £ (Thymocyte selection associated high mobil-
ity group box, TOX) . #% 3Z /& V. X % 4 A (Nuclear re-
ceptor subfamily 4 group A, NR4A) | IEVE ¥ A+
% M 1 (Positive regulatory domain zinc finger protein
1, PRDM1) Al CLB 453 35 1 il 47 2k 3% CAR-T 411 Jifg
FEEIR S, W, DA 3% CAR-T 40 fifg 55 57 2k,
FLAE AN LR Ak 55 T 40 20 P A4 ) 700 O A e
Bl41 CAR-T 4 7E IL-15 IL-21 5537 F LhicAZ b £ 8
Sk AR T TL-2 5535 T WU DAASSRRON Ry FE 0550 i
DNA FH 2 % it 41 1 550 b 74 {1 5% (Decitabine ) , 2-Jid
%A-D-7] %) B¥ (2-Deoxy-D-glucose, 2-DG) %5 ¥4 #E 1%
5346 CAR-T 4 B REAATE 1, 45 F T CAR-T 20 il 76 44
PN AEFRE A 3 ST S ARSI A A, DTS X g
L TE BRAE T o BN SE W) BT FT fE S A X CAR-T
200 L 2 LB 12 2 AR AR 7 A RS i 1 [l
(), WF 5% s & BLLA 4-1BB R 2Ll 344> 1 9 CAR-T
20 fif ¢ B O B SR MY A RE ) S g ISR R B, {H CD28
CAR-T A DA 2 2 4 5 1 58 S A A 2R 300 1 B 5 0 40 i
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