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[ Abstract] Universal CAR-T cell technology belongs to the universal T cell technology based on gene
editing in general CAR-T. Tt knocks out the signal receptor factor of T cell through gene editing, and produces
CAR-T cell by using modified T cell from healthy volunteers; therefore it will not cause immune rejection such as
graft versus host disease (GvHD) and host versus graft reaction (HvGR) after infusion. In animal experiments and
early clinical trials, UCAR-T technology shows significant anti-tumor effect, wide applicability and tremendous
application potentials. In terms of industrialization, UCAR-T cell technology is expected to solve the problems of
high cost in designing and culturing autologous CAR-T preparations, of long preparation cycle, difficult quality
control, insufficient cell quantity and expansion capacity, because of its unique features such as quality controllable,
off-the-shelf, and easy for large-scale preparation, etc. This paper introduces the current research progress and
existing problems of UCAR-T cells,and conducts a preliminary analysis of the existing problems, providing a reference
for the fundamental research and clinical trials of UCAR-T cells.
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(ZFNs) ; transcription activator-like effector nucleases (TALENs) ; CRISPR/Cas9
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I TR AN CAR JEH T A T 4, H %k
R 52 AR LLES 5 5 R IR AR SC T e, TR AR A Y1 s
[l i 265 J. 4%, CAR-T 20 L 7E 4K 1N 5 e A DG T st e
SYESE )R WA T SR T 40, fEHE T 40
P 8 5 I R A0 L PR T, BT 4 AR R
FIAT CAR-T 40 i 3% 3 1 F A8 & A 5 40 MLk 454> 1
AsE il , o B Bt i A AR I, R PR Ry T vk i 4R B
SRS T A0 M T T IR YT . I, BFSE N B 42
H T Universal CAR-T ( L1 & ik UCAR-T) W) &,
il £ — ol [ Bl S5 & CAR-T 40 Jfa, 3 5o 56 (5] 4 %8 3
AR IR fe R A AOR VR T A0 M L 5 o HE S R AH
KM FIE il £ UCAR-T 20, P-4 3 200 Jfd s v
HRE IJFEA SRR MY HE E5 (graft versus
host disease, GvHD) Filf5 F P AH ) )2 W (host ver-
sus graft reaction, HvGR ) 2 40 9% HE )% e i . UCAR-T
Ui i A A R AL 48 CAR-T 4l 36 7 P A7 76 10 K
CAR-T it B 8 77 Ml & A b v | Al 4 o 01 I
20 e K5 KA B BE A R A T e i o T

AR SC N UCAR-T (5% BUIR & R H I I IR 3
U | T I ] A280 55 7 TR X0 36 I 2% B Ak 77 B2 4, e
7~ H T UCAR-T 5 AR (8 0 50 2 J 1 0 b A7 7 7] &,
ErELEE Z R BE I E T X IR 5 8] I, R
UCAR-T HZ A (4 07 HI BT 5 S & eI 1) .
1 UCAR-T MiEE L ZRHFRIRK
1.1 CAR-T 7k F T @/

JEE CAR-T IR YT TR Il PR ACR E IR T B Rk
Iy ABMIRAFAEVE 22 R A ik TR 1) [0 A
1.1.1 & AR T 400 A 2 CAR-T 40 g i % 2
KE S O R SR e RS A T
40 i 1 B iR 3% M, 40 PD-1, CTLA-4, AG-3,CD160,
2B4,TIM-3 545 5 43 1R 35 LI &l T 40 g 1 58,
IL-2, TNF-o , IFN-y 25 40 fifg A 5 & & B = W dm ) T
20 T35 Ak S R 3 L A A T X RN IR BE T 2 i
WT A FEd ., FEWARES N T 40 1.2, TNF-a,
TEN-y FUH Al 20 i 7 200 43 5 B9 3R 38 T B, [R] I 4
il P 52 R SRR, 2 T 40 M 2 R B A, 07X A
FEU B K HI 55 % CAR-T 40 (9 /E o vk S il
TeA 10 5 M O e I BB 3B R S AT AR RIBOIT |, R S
OB T AR D AR E o LA 2 g A
& CAR-T 4 g il % 3 B8 1 A% oK % TR ME , A7 7T BB 2 3
T AT CAR-T 20 0 14 1 2% 2 i 28 26
1.1.2 CAR-{E#4E  Ruella 57 {FiH T —4 B
ZR 2 U B 40 B (3 L5 ( B-lineage acute lymphoblastic
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leukemia, B-ALL) 5% fi] , i % 285 CD19-CAR-T 411 g
RIT )G, d 28 ARIGE e fif (5 d 261 1 B L 0T %
KL, KWL, CAR B WO G 3% B H W
AN B e A L CD19 Y BE R B
AT B 6 e e ik i, e A BB SE T SR
S U LR R R T, A T I 9 vl 23l A i A
JL, FRAER N3 15 94k L 200 L I Bl e ¢, 3 15 WD 6 1
H ARG T 40 H % CAR-T 40K, B4 ™ s
iV R A B 0T G Jir g 20 i, A 1k 2 4 il e 2R DL
MR,
1.1.3  filgmfiaddc A CAR-T 25 OB &
F SR T 40 9K )5 HEAT i 4,08 0 22 14 ~ 21 d, Tl
XFIZ 7 il Y = 4 SO e A R SE A R
H IR L e ) XUBS: AR 5 o W Kymiriah 3697
SRR B A AL bk I R R0 0 U R b O R e,
13% 1Y 874 th T 90k 1F JRE T R BE 4% 52 CAR-T 4fi g
I L AR R A B-ALL R i Kymriah i
ST R ST, 7. 6% (96 10/ I 1 5 6 332 52 20 M v
JPRTAET T BCTCRE S CAR-T J7 15 () B i 5t 52 1
T,
114 = hh iR v AT 42 i IR fE - CAR-T 41
JfL = LA A B A0 ] I 2 25 45 0 9 A0 JE il B % 4
fiti. ( peripheral blood mononuclear cell, PBMC ) 4 J5& ¥}
HEAT RE 0, OG5 e M A0 40 L B TR ) R R R
WCALRAY AE 7Y 577 W) Z (8 R B — 3, A
T REZE 77 Hh AR AL 1 R 2877 i, 3X O CAR-T 41 i 1Y
(LR A RN R T
1.1.5 firks &5t 2017 4F FDA Je)a it 17 2 Fhéy
Yy : Novartis 23 m] ) Kymriah [ ] F36 97 50A 5 4/ #E
A PE YL B AR 2 R N 2P IR A0 e (o
ALL) 1 Kite il 25 1) Yescarta[ ] 76 )7 AF 8 & &
R EL (NHLs) ] o Kymriah™ [ 77 5@ 4 5 3k 47.5 T3
3J0, Yescarta 5E Mt 2 37.7 J7 600 % 2 ALK
CAR-T 7= 5t (4 3% JH , ] A8 35 38 75 22 f 40 - R 2% A
Wi 2 (= 24 2 A B 2 A 22 B 2t T, a0 AR A R K
JiE 2 T Y 22 0 B A

UCAR-T $AR K B, W AR 5 A B X5 b figg
T CAR-T R E3RA R . UCAR-T £ 32 B
T BE 48 B FR Bl ( zinc finger nucleases, ZFNs) (%% 5% i
W6 FBE % A T 4% BR i ( transcription activator-like
effector-based nucleases, TALENSs ) F130 £ 4 6] b %) 45
[l 3¢ 7 41 8 48 #% ( clustered regularly interspaced short
palindromic repeat, CRISPR ) /CRISPR # 3¢ % 9
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( CRISPR-associated genes 9, Cas9 ) % A [K] 4 35
(SR PRI WO Sapral VA W (L N O SR N
(TCR) FIAZE 1 40 M ¢ It (HLA) 7 A= i g s S5 4
K% W 24 (double strand break ,DSB) , 4% Ji5 18 1 4 [A]
VB 2R i 3% #% ( non-homologous end joining, NHEJ) 1
[A] Y5 & 7] 5 4H 15 & (homology directed recombination
repair, HDR) 1) 77 XHEAT B 52, DT 52 B AL 1] ¢ 5 R
A A R I3 PP 4 1 £ 55 23 T B 9 TCR R HLA
DLW 55 50 B & 4= GvHD Fil HVGR (1% XURS: | 2 5
UCAR-T 4 Jifd 75 32 (A4 I (9 77 15 6. 77 5 Bl [l B e B T
200 ML 0 0 1 2 AR B 31X, 4 PD-1, CTLA4, TIM-3 4%,
D fif S S AW XS T 20 i A AE 5, 42 = UCAR-T 46 i
) LI BE o

Universal CAR-T 4 R R E@BEEEFN T 4
B UCAR-T 20 1y ] 4, 76 35 S el /87 200 B 75 e
R A g2 HE 5 Sy i B Al B T T A0 A I ]
WEG T 40 ARG , 185 UCAR-T 20 M A Bt fif Jeg 736 1k
BLBY Bt UCAR-T 41 g 9 il A< O % 8 CAR-T 41 (Y
1/3 7o 47, JF HLBE A i 4 12000 ik — 2D A0 AL R st
A BEXS UCAR-T 7= i 1Y Jot i E A7 2 1) , 52 3 UCAR-
T 20 i ) MRS AR 7, JETT 4 B CAR-T $AR RS 4k
% AR A, 5 £ M BE A T CAT-T 40 i 17
HIT
1.2 UCAR-T {5683

H Hi, 3T ZFNs, TALENs £l CRISPR/Cas9 il £
UCAR-T B3¢ XA i is , O BB T — & iR .

ZFNs J&—Ffs 55 vk DNA B 08 N UT T, B 45
DNA 255185 Fokl PN UJ i) DNA ] &) 5 filt & 1M
o EEXFH 3 R 5t OF A Ol ZFN, il 22 X
DNA FEA7 45 YT E], TR i DNA BUEE W 221X,
108 3 3 [ 5K i 3% e s B[] 95 20 45 7 258 R
DNA Ff6 52 o 4, N T S 08 L I Rk ek
Torikai 45" 1 33 Ff B PR 4 400 45 A, R T 20 o
TCRa fHE X By 1k, ff TCR Dy g 2, i A fig
Xf TCR g 5 M 0 Sl t S 7, (ELAS 23 36 G T 48 i
WHE(CD, = CDy ) 2% i, 1% BF 53¢ A BAfdE 1] ZFN
XF HLA & PR JE A7 w38 5 X HLA FH P 40 Jg 5 47
B 1 3k 4, Dl B 4E ZFN G T . Esh
gy, TCR™/HLA™ T #4251 /2 GvHD
HHEG,TCR™T 4 & %% H T 4= 7= 8 FH A CAR-T 4
Jil,3X #& CAR-T 40 fg A B2 5k« BBy " e 9% 24
Yy AT 7 — 0 B9 i IR 3K 56 LB N H 2 e K
AR
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TALENs /& — P 7 5 4 5 PR A% R 9 D) g, i
TAL 20 T 45 & Fokl NP4 B, 7] 5 DNA 455
JEAE R 5 AL DNA S FE 47 U158, DA S5 302 1A o
W 5 A0 U 3 5 AL Cellectis 2 ) B9 BIF 9% 141 BA
Laurent 2" ffi f] TALEN [5] i %0 7] &% B TRAC i
CD52 H A1 T TCR™/CD52 ™ CD19-CAR T 4 ity
(dKO-CART19) ,H:p CD52 2 — AT B AT
Ik O 448 i 2 T8 A 40 . dKO-CARTI9 4 Jfa 34 57 3k 2R
5 brifE CD19-CAR-T 4% A B 2 57, I A A&
S GvHD , [6] i 245 Bl 46 B e bk (HOR R A
FiRE /D> CDS A0 M%) o X i dKO-CART19
AT DL A B R B T 20 B o SRR R AT A, e s E
5 A ARIE CAR-T 2 o AH [7] /997 25, [5] B g 5 Bl 42
AT A 8T, I B 240 A2 1 vk C 240 B i
IR BESE AN R R T TALENs J PR 4 58 7 65 g K
KA 7= dKO-CARTI9 41 itd, 1% 40 JifL v #IA O 72
“off-the-shelf” H 25 ] ,

CRISPR/Cas9 24k ZFNs il TALENs 2 )5, 45 =
RN TR NI EEH A, R sgRNA 515 B 4% 52 il
Cas9 1€ A B AMFE A EE R4 5 sgRNA B M
DNA F¢51 b, 9% DNA XUsE 471 %], 5 ZFNs il
TALENs 5 ZL4F X5 AN [7] 1) 56 PR 14 i 14 A% 1R Tl 4T AH
L., CRISPR/Cas9 Gt H AT B it 1] . 45 VR (8 ) L B AR
IR 4 e RS 0 200 0, 0T BOWT DULAE — A 4 e rh
IMAZA> sgRNA S22 80 5 g 8, H AT O 8 12 b
FHAS A0 5500 5 IR i 4 v, DR AE IR SR8 00 9T T R R
FEAEH, Ren %" F F§ £ sgRNA CRISPR/Cas9
HORF @R TCR, B, ¥k EH (B,M) I PD-1,14
@7 TCR™/B,M "~ /PD-1"UCAR-T 40y , 75 & 5 i
HEFR 9 [5) I 2 2 B T PD-1 R ekl 2 L U4E,
LR 75— 58 AR H CRISPR/ Cas9 H A [R] i i
¥ T TCR F1 HLA-1, A8 T TCR™ /HLA-I" /Fas~
M =@ TCR™ /HLA-I" /PD-1"/CTLA-4~ {#) Y i
Bk UCAR-T B2 I H #5A& W A F] GvHD'™ bt
ST Y BF 58 A B fdE ] CRISPR/ Cas9 4 J7 ¥ X 2
AS(TRAC F1 B,M) 5§ % 3 A~ (TRAC, B,M F1 PD-1)
SR R AT g, 4 A B9 CAR-T 20, 5 EL XA ]
TEMA N FA S 40 b 9 A #EAT 0F 98, AR AT
FLR AL CAR-T 4iffd, ALk DKO ( double-knockout ,
TRAC, B,M) F1 = i % TKO ( triple-knockout, TRAC,
B.M F1 PD-1) CAR-T 4 Jid o] BE i B 2 1) TFN-vy, §2
/8 TCR™ CAR-T 2 Jit] B A4 T & i) 40 M 2 7, ni 4k
AN B R W] DKO T 4 i A 32 4 i Hi i I8 T ik



X T 40 i 5 B B B 8 7%, TRAC (29/34,85% ) Fil
B,M (31/31, 100% ) # R AL R, {B PD-1 PCR 724y
H A 64.7% () LI R SR IR, X R R I T
PR B 48 7 1 TR AR 5 4R B A PD-1 5825 1 T
i, R PD-1 £IETE T AP W B b g T
P X IR ST LS SR K W, CRISPR/ Cas9 4§11 £
DR G R AT T CAR-T 40 8, {0 2 35— 45
(922 A R SOPE -4 o BRR TCR,HLA-1 J% PD-1
SERRSE T 240 52 1A A4 60 4 3£ K b, Eyquem %1
{ifi Jf] CRISPR/Cas9 $7 A 1 il fii % TRAC fy CD19 4%
S CAR-T 40, AL BELE AR AN E 1L T 20 0 Hh 4
FE CAR LA iR Fe ik, T EL/E ALL /N BUBE I o
5 RN /i Bx CAR-T 0 tH kb, e #2 5 CAR-T 41
P B B0 IRV B . AT BE— B B BT ST IE S T
CAR Z5#g ) TRAC JE[H JE e ff CAR 78 T 4 Jiig
AT M Fe A, DA T v A ELRS o L 1 i R O L g
HESR O T 40 M3 1k B T e AE M . L% BT IAR, BET
CRISPR/Cas9 $4 AR % i) UCAR-T 41, A {5 R b 47
g HE R, 7 BEHE — 2B R BR CAR-T 40 8 1 G 925 0
i, 2E K CAR-T 20 1Y) 75 fiy , 34 5% CAR-T 20 0 1 2y
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fit. H i T CRISPR/Cas9 Jii H] T UCAR-T 4 Jifg
il 25 1 B 5T IR AH X8R D, BE A BE ST R TR A
CRISPR/Cas9 5 A 4 32 f e T £ UCAR-T 41 g fi
CAR-T 20 ifa b7 FH v A7 7 1 [ 3

1 I i BF 5% 25 S v WL, 3 F ZFNs, TALENs %
CRISPR/Cas9 4 (1) UCAR-T 4l Jifl 7€ 3h 4 55 46 vh 1
AR EIR B GvHD %5 6 HE 5 520 1 8% 4L, It B
He+F CAR FE W FR E R GA , /15 5L 58 CAR-T 41l
— B WA YT R MBFSE B ROk &, CRISPR/
CasO Hy T3 117 5 St il ) | B A A1 B 55 P 34, F
FEMAA X £, 1 ZFNs F1 TALENs 3523 R e B il
B TR B, 4R AH R AR 14 11 BR D, i LAATE 5% B SR
WD, Bk UL, UCAR-T £ AR ) 4 ¢ BF 5% 38
b T A B B o
2 &7

O 2020 4F 2 H L 7EER IR AR B M L,
L@ A% CAR-T” } “ Universal CAR-T” & 5C 4 in)
AT R AR, S vk, A5 258 A CAR-T A
KL 24 A Horp 5@ H R CAR-T il # A G 0 &
19 A gk 1 iR,

&1 A [E A E IR CAR-T & 1

L Fi H i S ErLieER | R H A BFRES
CN201610892498.6  TCRa, TCRB 16 F X CRISPR/Cas9 2L
CN201680031535.2 CTLA4 ,PDI1 ,TCRA,TCRB MI/5% B, M KK CRISPR/Cas9 i rp
CN201710797482.1  TCR/HLA-I 4 F 1 o3 K3 CRISPR/Cas9 i
CN201710797952.4  HLA-A /8% HLA-B,B,M CRISPR/Cas9 i
CN201710983276. X B2M/HLA-A/CIITA/TRAC ZFNs, TALENs, CRISPR/Cas9 i
CN201711065301.2  TCRa, TCRBI ,TCRB, F1/5% B, M CRISPR/Cas9 i
CN201711082910.9  TCRa,TCRB,dCK CRISPR/Cas9 2L
CN201711082916.6  TCRa,TCRB,CD52 CRISPR/Cas9 Eor g
CN201810636386.3  fif ik CD35,CD3y,CD3e,CD3¢; 8| A HSVTK ZFNs, TALENs , CRISPR/Cas9 i
CN201811095703.1  TCR F1/5 B, M Fi/u§ PD-1 H CRISPR/Cas9 HHih
CN201811230858.1  TCR /5% B, M ; 31k NK 4l 4 il 4 2 #& CD94/NKG2A  CRISPR/Cas9 Gl
CN201811602586.3  PD-1/8,M/TCRa CRISPR/Cas9 + AAV i
CN201811633907.6  PDI/TCR/MHC 1 /8,M CRISPR/Cas9 2L
CN201811634010.5  TRAC 5 TRBC/B,M/PDI ZFNs, TALENs, CRISPR/Cas9 Hirh
CN201811640507. 8 ZFNs, TALENs , CRISPR/Cas9 Gl
CN201910075912.8  TRAC F1 B, M ( XA %) BE-Plus, CRISPR/Cas9 , ZFNs , TALENs i
CN201910116197.8  TCR CRISPR/Cas9 + AAV i
CN201910116481.5  TCR fH:E X CRISPR/Cas9 + AAV i
CN201910654018.6  TCR CRISPR i i

Wik 1 AT LUA N UCAR-T & H B A
ﬁnTO
2.1 HARBEILLKBR ABEERLD . EFEXREY
E_

[l N5 UCAR-T AH G 1y % A1l 5 F 2 2016 4F H
THEY, CAR-T MG L Al e L BLAE 2013 4R, &1 1 &
7R T 2016—2019 4F UCAR-T 45 CAR-T % F % (19
X
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500 467 488 W %A AICAR-T
400 i CJCAR-T

0L M1 254

EFB/A
. [
= Sboes

SRNENRNDO SO
™
©

| ii II ii |

2016 2017 2018 2019

Bl 1 UCAR-T 5 CAR-T % F & %1

M &1 AT A R & 7, UCAR-T % |
TEAE TG 1 L RIS B < 10, CAR-T & R 4 4F 7 4
(L R R 5 > 2005 76 % R 3G K 07 1 A
1,2016—2018 4F & F| B i & & M & 4F L I 19 #
P00 2019 AEHITE R 2018 AR I T PR E L
AT T, # & 2020 4F 2 H , UCAR-T # 3¢ % F
I3t 25 3, i CAR-T AH G & A 2L3t 1 733 T, 75 4
Bt R 7, UCAR-T AHOC L F) dr 82 A0 % F) 4 I,
d R B ) 16% , CAR-T AH 3¢ & R v 82 A1 % F)
221 T, 5 B E R 12.75% 5 fF LR S B Oy I
UCAR-T 03¢ L R¥ R kB L H), 3224 i e UCAR-T
Y0 i 1 4% 7 i s CAR-T & B & Fil 5k CAR-T 2 Jifd 1
BITBAN, B L4 CAR-T 40 i 46 4k A& M6 25 44 1
b JEURHE B IR H R M SRR AL R (27 30
45 CAR-T £ I3 7 &% . CAR-T ki #54% #  CAR-T
28 it 1 By 2 A
2.2 EFE%HEH AL CRISPR/Cas9 #E

1 PP AR 19 TsE B CAR-T il % % Fl
W, A 18 T L F 4l ] T CRISPR/Cas9 & A 4 5 4%
AR, i 94.74%  FEAUHEE R A5 vh s WY AT i ] 2 b
PRl i 6 B2 R 19 % R rh {0 CN201910075912. 8 {326 7
224 BE-Plus, CN201710983276. X, CN201810636386. 3,
CN201811634010. 5, CN201910075912. 8 [ ff & J7
22344 CRISPR/Cas9, 7F 75 FR AT LA {# il ZFNs A
TALENs $ AR & Fl rp, Wi A 1% A 45 A B
St 7 %, B B BA 4 AT XA R ARG 3 R
A Wt o A 2, 9T LA AT A IA SR WA A A 8 B T 3T
CRISPR/Cas9 i) UCAR-T 4 g il % .

2.3 HmEamEXE—,ZEFERY CRISPR/
Cas9 R
CRISPR/ Cas9 1K H Fir I FH 5 )32 1 55 [ 4 48
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BR, BA R B BAE &2 3Rk PR 4% AP
P e s Al A 2 ik, U H 2 B 7E — 4> CRISPR/
Cas9 11| A Z A4~ sgRNA, fig 52 30 /57 38 2 56 DX 4 3
EI BT %% 3 AR e UCAR-T 40 i 1 4 w0 (0 7 FH 4 3 A
&AL BR T 405 Ab A 5 52 4% G 1t 35 DR B 41+
PEIER Ry A L R R BR TCR LA, 3 2%
UCAR-T 4il jif /8 8 35 2] 3k %2 GvHD MIfE I (HI A
% HvGR , KU A & # CRISPR/Cas9 # A 11k
il £ 1 UCAR-T 41 Jifd 78 D) BE F1 %2 4= Pt A fn A
i CAR-T 4, 76 Zm 07 AU 55 1, & 1 A X
LIV EAR WL M BN R TCRa FI
TCRB (1 [ B, JLER T CD52 KA, 3% 5 Cellectis 2%
w2 L, (B T CRISPR/Cas9 4 R ; # 77 1%
4V YE bR TCR AN B, M [y FERE |-, 7E UCAR-T 41
M 3 T 3 % ik CD94/NKG2A, CD94/NKG2A & NK
200 e 9 ) 2 A, T O WL AR PN NKC A X A 1 Y
UCAR-T 4 jfg i) i, $& 7% UCAR-T 48 g i) £ 1 fig
775 Wik B 2 AE BB CD3S, CD3y, CD3e, CD3( 1]
Fefl b 51 A HSVTK P fd F B % =5 4% UCAR-
T (77 3% . 76 UCAR-T 5|2 A K BN (1% &, i
HMAK i BR UCAR-T, #2 % UCAR-T fif ] 9 % 4
Pk, 3X # & % CRISPR/Cas9 # A #F UCAR-T 4f il
il 2 P VR FH B 222K
3 IERIRE

Il R 438 i 55 1 6] UCAR-T 41 g ) 1 2 i
P EA Y HI 258 7] Cellectis 7E 2015 4EFF J£ 9 UCAR-
TIRI7, 1001 % ZoE bkt (s (ALL) fOL7Efk
I7 5 TOIR ARG L 0% (A 1R T 40 i 1T A #& CAR-T 4f
ff i 4%, #2232 7 3 F TALENs 4% R @k TCRa 1) $i
CD19 UCAR-T 4 i 647, AR B GvHD , JF 4k 4% 1 70
TH: ¥y = 2% f# ( molecular remission ) (el 2017 A
iZ A1 B\ #] F§ TALENs 3% R #J 4@ T TCRa  /CD52°
UCARTI9 41l itd, JF i 78 45 2 0 3 A s 2 & M
CD19 " B-ALL gy % JL,2 i &8 LI 7E 28 d Nk 3] 4
T R, 3 B #E UCARTIO 40 M 34 7 1) 18] 455
SRR RARAS N X 2 ] F8 R R T M 2 T
¥ O A AR R 3 A A i R S AR
UCAR-T £ AR S 56 22 F 5 o B 1 I A 102 F i B 1)
L BE 2020 4E 2 A, B4 13 i UCAR-T 477
s R 5 3R FDA HE i (https://clinicaltrials. gov) ,3
TR DA 256 A v I A S 0 s Chiep 2/ / www.
chictr. org. cn) ANFi , W03 2 iR .
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%2 UCAR-T ZHMIE YT I R A 55

Wi R T k-5 LiLPSS A 3& B JIE W5 A
NCT02735083 CD19 TALEN W6 S0 DB L 0 A e e Jite 24k 1 ] B AP 5 T
NCT03166878 CD19 CRISPR/Cas9 B 41 (A 10 5 B 40t bk 2 9 T T ZE 301 B B
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