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# E. A PUESZAE (chimeric antigen receptor T, CAR-T) 407 5 7E B 4H M 1 M5 25 I 28 495 S Mk e ygg
FRIRAS T B A S, AEATH T I A I IR 1 B A 4E A AIE (cytokine release syndrome, CRS). FEAE YT 1E 329
(graft-versus-host disease, GVHD) Fl T Jii b 1% 25 Hk k. 1@ %Y CAR-T 41 (universal CAR-T, UCART) F| H
CRISPR/Cas9 45 5 [K 45 H R 506G 4R T 40, SEBL “ BRI A7 (5 I BEAR S e 41F v UG . A ST 253k 1
UCAR-T AR 2 s, BLAERIL T 4HARIE. PLit CAR 45#4 &% CRISPR/Cas9 %55k K| 4 4B BRI R HT 5
RIS 7 B CAR FIFF A CAR-T 2% iR e Jod 1 AN e J5L b itk (1) M o JE ARk 527, UCAR-T 4H8f 2
IR S IR T R AL 2 A R BT R AT

KA - AP T 4000 ; B CAR-T 40/ ; JE[RIZw%H s =4k T 4000 5 MR %J%ih)T » CAR 4514
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Universal CAR-T: gene editing drives new breakthroughs in

“off-the-shelf” therapies

ZHANG Jing, MA Wen, WANG Qing-Lu, ZHOU Cai-Xia*
(Graduate Education College, Shandong Sport University, Jinan 250102, China)

Abstract: Chimeric antigen receptor T (CAR-T) cell therapy has achieved revolutionary breakthroughs in
hematological malignancies such as B-cell leukemia, but still faces challenges such as cytokine release syndrome
(CRY), graft-versus-host disease (GvHD), and antigen escape. Universal CAR-T cells utilize gene editing techniques
such as CRISPR/Cas9 to modify allogeneic T cells, achieving "off-the-shelf" supply and reducing the risk of
immune rejection. This article reviews the construction strategies of universal CAR-T cells, including screening T
cell sources, optimizing CAR structures, and the application of gene editing technologies such as CRISPR/Cas9.
Furthermore, we explore the issues of tandem CAR (TanCAR) and switchable CAR-T (sCAR-T) in addressing
tumor heterogeneity and antigen escape. Through optimized design, universal CAR-T cells are expected to provide
a safe and efficient new pathway for tumor immunotherapy.

Key words: chimeric antigen receptor T cells; universal CAR-T cells; gene editing; allogeneic T cells; tumor
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ik & Pt JR %% 4 T (chimeric antigen receptor T,  FDA) #t#E] 6 3k CAR-T 401/ 5 O B T-76 97 I
CAR-T) 40y ki i JE R i T 4B, (EHERHE  MARGUEMEMYE (et B k4 B s ), e
R SRR R AT, CRCN IR IR TT AR (complete remission rate, CR) ik 70%~90%
MEETFB . S&SE0ETEMIL, CAR-T A
8¢ 381 T 470 J5L 52 356 41 . (antigen-presenting cells, APC)
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SR, CAR-T 4H M7 v 45 10 e T 48 M T A B 45
a0 M A 7 B B %F A AE (cytokine release syndrome,
CRS). ¥t b J& m A S Pkl Y, PR 7
ZNH .

i CAR-T 4t 7 6 72 I PR . F A T i 11
PRk, 1B CAR-T il (universal CAR-T, UCAR-T)
()t B 35 3 TR A iR I 3k N S A T8 AR [
Bt UCAR-T 18 i J5 PR 4 48 43R o0& 7 5 T 48 i,
E S FAGAL 1] £ PR AIC AR 1) (] IR 28 Al i 329t
FAEY) I Vi (host versus graft reaction, HYGR), A&
HRA A M R KR BURIT TR AR T
UCAR-T 40 i 1) s 8 it 7e 3k g, R AR v IR A
CAR-T JTVERRYETT R /1, JFREARKKIETT
], R S eV T AR AT A KL S

1 UCAR-THRf A8 SRR

L1 EZFSBEHMAENRIR
111 {4 RIS B T4

AR SRS T 400 BA s ok, Hos
FEAE RS, A RS ™ UCAR-T i, AT,
G g% JE M ) AT 2 PR, e XA T 4HAR R
AR R BB 7S . BRT, HH SRR AR
CRISPR/Cas9 i b A 2K A4 i i J5 (human leukocyte
antigen, HLA) & [K] 545 & G 2 410 1) 77 Sk FRAICHE 5
Rio RERAG T —Edthe, (HEAN T 40/ fe
FRIRTHE T 58 2T Bk G 5 HR 5 ATS 2 m A5 i o o X
1.1.2  iPSCHRUF T A

%S ZEE T4 (induced pluripotent stem cell,
iPSC) M AN 2 s S A, Oy UCAR-T 40 i)
CHPRAY” Aspmid it 7 ERARSE G . @i R Bl
Rk T 4 w2 N iPSC, 0168 T 4L R,
T SE IR RS A 7= o A (A1 BN 3 ik Fp 40 f % S) 4H.
M8 7~, AT BB T 41 il (embryonic stem cell,
ESC), T4 #J% (Parkinson’s disease, PD) £ %4 i )
iPSC R I H BB — e A B A il #P sk B Rt
B[R (40 TH. GAP43) R S AR RIAREIRFAE, A
Ptk iPSC BI# 4 53 f e 1 LA AR ESC V69T PD $2
HETHEIRHE P SRR UR M, Hi G9a/GLP H]
i 34 iPSC-T i A f1 i 24 - 189 o L 0 b g 3% 1 0,
SR, iPSC-T AR A= K. %, R
fil T H TR A . FT ok, s EgRAE. ok
P38 TP I B 304k P IR A g AR A B ) i
Z 4t (integrated continuous manufacturing system, ICMS),
A]SEEL AR R A R A S kR e R s ERAE S

WS F5E (current good manufacturing practice, cGMP)
FITRALAL iPSC 4H A & T DUIE I ML 45 iPSC ZE i
IR B 1) S5 R B 3 A AR R IR Y Rk, F
RICVAFEZ 4k R G s 7 AR v] B2 12 s Ak
ENPS yaER

1.2 EEGERAREZEUCAR-THAM

1.2.1 ZFN. TALEN$ARFEUCAR-TH 4 & 4 (1
87

BEFEIZ IR (zinc finger nuclease, ZFN) Al 5% 5%
PO DR A 2 N A A% R (transcription activator-like
effector nuclease, TALEN) & 5 #iH| T UCAR-T Jf &
F 32 DR G e T L 1 R s A o R i )
SE SR, AR ARCR YR ) CAR-T 41 fi fig % 3% T A
F &, JF B RSz HE 7 S S AR A Bire 0%
(graft-versus-host disease, GVHD) K[ .

ZFN HEEFE 8 (zine finger protein, ZFP) 1 Fokl
% TR T 2H A : ZFP H T iR 7 45 52 DNA & %1, 1
Fokl %R 75 vt TAE, fEREA SO R — R AR 5 1)
#| DNA, FEOEEWT % (double-strand break, DSB).
B 5, A FE [R5 K 5% #% (non-homologous end
joining, NHEJ) 12 &AL 2 5 #4d N / B IRAL (insertion/
deletion, Indel), MR HARZEF FIZhEE. 7E UCAR-T
UM R, ZEN FZH T« (1) @) CD19 CAR-T
MM PSR off T 432 44 (T cell receptor, TCR) &
PR, E RPN HYGR IR, A O/ B CAR Y
RN ThEE, A UCAR-T HIFF R ARAE T HE I 1Y
(2) w4 Br B2- 1 Bk 5] A1 3 K] (beta-2 microglobulin,
B2M), /b FEHGABEMEE AR THEPUE (major
histocompatibility complex class I, MHC 1) 2873 3£
ik DL % CAR-T A w1 F e RaiE R i,
Sangamo Therapeutics F| ] ZFN @[k TCR PARE(E AL
AR5 CAR-T 40 g xof B8 3 4L 210 S 2 R 5 Kite
Pharma i3t — B HERE [ IZHRAE CAR-T J7 % H 1) R
M, 9 UCAR-T 4L IF R BL5E 1 JkAitt -

TALEN 5% 5305 -1 F ROV ) (transeription
activator-like effector, TALE) Fl1 FokI #Z &g 2H i%.. TALE
TEAAEZAEE AR DNA 456 0, B RT
SR — AL, DM TALEN 7E8E sifeds b
H R GEPEAA] SE fil ¥4, 5 ZFN 2848L, TALEN il
1Lk Fokl — 284K, £ H b5 DNA £ 5i 5] A\ DSB,
LR 2R

7t UCAR-T 4HfH &+, TALEN EZHT: (1)
fiks TCRa FETE 2 X FE A (T cell receptor alpha constant,
TRAC), B i CAR-T 4il it 51 & GvHD™ ; (2) il B
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B2M B:[H, BEARTE F 0% REixT CAR-T HIHEF
N s (3) Ak CAR-T 46544, 38 5 LA A1t 5lihi i e
M. B Cellectis A {1 A TALEN AP TCR
AHIFE R AN B2M JF /% T UCART19, HFiRJ7 B4l
Ji S Ak O 48 B [ I (B-cell acute lymphoblastic
leukemia, B-ALL)"?, i%J7 %42 4 BR 1 AN IR PR
R UCAR-T, 2015 4575 55 [F il Th N T 7 4
JLE B, IR RS I P R B R T AL
CAR-T TE SRS H 17 3502 BR T g A 85 (tumor
microenvironment, TME) HJ AH 5¢ B 4T 4E 1A (cancer-
associated fibroblast, CAF) /511 T 4 2 i 0 i Az
Thaekats. i, 5T TALEN £ [H 44
AN 2 ) [F) b 44 IF/THEN 145X CAR-T 2 i1,
IS AND 3 %85 [ T4 B S I8 R S 1 0 e
P, E B BRI PR I T B[R A RO g <
g a1,
1.2.2  CRISPR/Cas9H; REUCAR-THH i #4) 2 H 1)
W7

CRISPR/Cas9 i AR Himy Rl A 1 B #E m] g
AHEAE I, &N UCAR-T 40 0 JF & (1) £
Fe[H gt T . 7F UCAR-T 4 g # &+, CRISPR/
Cas9 TZH TRkt £ H, CABRK R H R
RN, I IE TR

5, AR T 40K TCR R & #H H
FPURM 5 K GVHD, M S RIZEIERAE. N T
X — KK, BFAC N AR CRISPR/Cas9 A
¥k TRAC 5% TRBC, MMM TCR Fis M, X
— S CAR-T Al Lkt B FHHL 4 H S %
By, AR GVHD KA ek 1Y, 1R
TBIT I A

F—J7H, BE MR RREE 32 MHC VI
5y F R B IF HEJF B4R R R ¥ CAR-T 41 g firh &
HvGR LM CAR-T FI A7 & AT 28 N X
i) @, CRISPR/Cas9 i #% I T-@ibx B2M, M FEAIK
MHC 1 2543 FHIZFKIE, fif CAR-T 41k LA CDS”
T 41 g A1 B 4R % 45 41 i (natural killer cell, NK cell)
WRIRIERR " TiERR CIITA (MHC 11 28 F 451 1)
AP/ MHC 11 2853 F 315, F#{k CD4" T 485
P HE R RN, HE— B3 T+ CAR-T 4 e 724K 4
(fif7ige ', th4h, CRISPR-Cas9 A5 15 K& 1ff
IR 75 25 0] 1 BBE 5 97 72 1T LAk 3% CAR-T 41 i 1)
hheE: A ", CTLA-4. LAG-3 il TIM-3 /£ 4
T A FEsR bR LY, FO I H R T % CAR-T
N ThfE. IR PR ETHE7E S8, CRISPR/Cas9 /5]

CTLA-4 i 5% 7] VR 52 4 75 40 1) 24 855 71 Ty BE 32 451 1Y
CAR-T 43514, 15 LAG-3 ¥R FR A0 CAR-T
g H 5 R, BB FIESE, CD8T 4l
Ho s R PESET- 2R 1 1 (programmed cell death protein
1, PD-1). RE4HME 2L -3 (lymphocyte activation
gene-3, LAG-3) 1 T 4 jfd e e sk Bk A R EE A &5
¥J48.53 - -3 (T-cell immunoglobulin and mucin-domain
containing protein 3, TIM-3) = Bk i[5 7] #p 7] 144 5 i
REERS T QUM RE AME RS RE ) .
CRISPR/Cas9 & [X| % 4 2 4t /£ UCAR-T 4 fiid
RIT SIS A TR, 2 4 5O SRS
FETE T 4B BIR T I R S AT T B R 2,
RORMEVRTE B 20 A S PRI B2 40 B T I (relapsed/
refractory B-cell acute lymphoblastic leukemia, R/R
B-ALL) (1l PR30 B dls B iz BR B 4% R AT 0 %%
AEPERFAE, 52 A A R DL R G R R O 75 4k A
IR JX 5 8 7 R OE . R T B MR AR T
WFACN G13EE TCR A HLA-T 03 DR] it % ok o ) 7
UCAR-T ¥, AMUA R EETE T A F A GVHD
RS, ST TR AL T 400 5 1 4 N 97 3 e v A
FEEEPUR S P PP e HLA-L Bk 51 R (1) NK
M 0 RS, BT 7T I ) A TRAC 1 B2M
SEIR SN CAR il HLA-E )[R Rl TRAC/HLA-I
FELR P, A A O G 6 SR ML A AR T
[F) M S A S B4 T 4 A NKC 20 B P e o
BRI BIET N ] OB B Al s 1,
JE [ g i R 2%, 5 02 T AR AL
TR, AT AR AN s A B B i R S AR
557 (40 PD-1) S TME U244k (41 TGF-BR),
U BE AT 2% BEL W T 41 i #6955l %, KRR T+ CAR-T
E G 2 i PE SRR B2 13 L 2%, AR BARIE 9T
I, A BRE VT 4 4 (ABE)-xCas9 47 Z
BT 400 PD-1 324K b 0 G 2 32 AR g R T R 2
(ITSM), A i 3 3 5 L AE = /)N 6 e e A58 o (g e
PR P T SEAEAS OGN, BT CRISPR SCEE
1) v I8 R e R R TEAE IR i R a K, g R
Gtk e R R S PR AL B, Ao
P E R Be A CAR-T R AL BIIL SCHE, XK HE
ARG IR S IR T RS AL T IR AL T [
K&
CRISPR/Cas9 4% A 7£ UCAR-T 4H fitl V3 J7 4 45
BTSSR, B R A AT A AR W R R AR R,
B 145 7 Har3 9 CAR-T 4R h A 1) Hems . g
AT 25 20 1 PR A ) i 2 e, T 80N 51 R 1Y
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E1 HALCAR-THRATHIHI FR B

e M S R BT ) T e S SO A AR 1, T
TH AR T AR5 S DhRe RS . 7RI R S H
R, SEPRIRTIAYT TG W E S : CAR-T 4052 R
TR T o o DA ROR I ZH 2], AR 52 TME
AU T 5 S BN Th e S 0k, S o A o
RIS IIESEE 25 1
1.3 {fi{t CARZE#i&T
1.3.1  AFEARIRCARS W HIHE 5 K R

H Gross H k& PUE 324K (chimeric antigen
receptor, CAR) #4 ™ DLk, CAR HARZH TN
— BN HAC T s e H 50tk (il 2), 3
GBI RER P E AT 88, BRI T CAR-T
S 7 V2 BT PR T AT R N PV 7, I A I
T FR G0 M R B 4y S A IR TR R B B BT AL

55— 4R CAR 25 M A AL 55 B SR S 3 T 4
HRBE {5 S i (EF N CD3C#E ), BARAENE LB
XoF Jie 8 24 PR PR R S MR R R R A, AR T =
WES, HAERNEEEARR, 4RI
PR RN, 28 AR CAR FEAR T CD3E B I 2 i I,
G T B T 45K I8 (1 CD28 B 4-1BB),
EWR T  THRKBOEE S ®E, Nt T
CAR-T 40 A7 BE JIAPUR R B o IX — idEAd
CAR-T JTVEAEIG IR S T Rkt e, Bl
3k43 FDA #LHAET CAR-T /=& ({1 Kymriah 1 Yescarta)

BRI S AR CAR 4514, FHAE B 40 Bt ie (o
Stk A0 AR I A SRS K B 4N bk R ) YA
JTHSHL T 70%~90% [ CRPY, %5 =48 CAR #t—
AL T IR S S RS, @A CD28. 4-1BB
T OX40 52 AP+, WERT T T 40K
BB e JRA A R A B, CD126 $E 1 ) CAR-T
YHAAE 2 P A R, GnHT A e . R R R
Jis B 55 R I S K AR AR, SRR T S Ak
R IT AL T H A AR DY B IUARB AR N
TRUCK 4fiffd, B T 55 5 ) 388 FH 40 A R -1 S A7 40
T e PR T T B ok S AT RE ) 43 T 2 P e 9% 1
WIHRT, SRR T B EE T P
TRUCK H % F B 40 i PR 7 46 B 4 i 2= -2 (IL-
2). IL-15 F0IL-18, “EAIT RT3 5 A Xof S48 11 e 2
SR, FFHEK: CAR-T IAETE TME H e At B2,
A A BN IR TR B, B0E 1L-15 15 538 2 RE 3% 5
NK. CDS8" T 1 B 4 H bt e 8 vis 14, 40 ¢f) 6 2
i B WEt M, CDS'T 4 iR ThBEZ FoxOl
5 T-bet Tk %, WHEMRIA P B ke T
HMUThHAE . 3B IS FoxO1/T-bet FUAl i 4EH: CDS'T
1T B YT B U e R 1) R 8 1 g Mo o TL-18 E AR
BT, REREIKZN T 4 M) B A B R sk
IIhEeR A . BFICIESE, TRELRIE IL-18 [
CAR-T 4 g vl i 2 37 AR R A, 635 PRI
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2st generation

3st generation

4st generation

st generation

scFv

Cytokine inducer
IL-2RB

CD3¢
4-1BB/CD28
IL-18

JAK

STAT3/5

jo)eBB000

CD28

Sst generation

E2 CAREVRE

W T 4EFER LL], FREIG R A0S PE, AT
TSR FR R W, 58 AR CAR-T 51 A4 AR IA
T (40 IL-2RB 8% ) il JAK-STAT 5 538, T
2 BE 98 B A A . TME FR e % {5 5, AT
PETE I RE SRR A POl S AR
# [ B B Akl ] CAR-T (MU-CAR-T) 41 fitd 5 2 36
iET VRCO1-scFv 5k CD5-CD30 scFv £ S A 254
PEBRIEEF 1 B (human immunodeficiency virus type
1, HIV-1) 78 AR GL A M B T 20 A bk EL 80 40 A 1 A
W RE A AN e b

JRE CAR-T 40 MLyT VA MK R S s 6 7
WA 7922 Ak, FLAE SR vh i B AT T s v 22
BEAG. SEURR TME BA & E R, B8 KE
Go 2 Mt PR AP (WA YE T 400 (regulatory T cells,
Tregs) FIBEYE M FIHI 40 (myeloid-derived suppressor
cells, MDSCs))~ £ % 140 g 1 %5 Jii (extracellular
matrix, ECM) B¢ i DL R s s8 m LR i pH (H 5%
AR AT, X LL[R 2R W2 PRI T CAR-T 40 i iR -
TR A RRE P bk, SR 4 i 2 T R
1) S5 JO 1 R A A 45350 4 98 400 P e ol ot B iR R R
BT R AL e G s RN, 3 — D HI 55 CAR-T 44
MLEEIT R . EX SEART VR IT Bk, WA
KINZ PP mg (Wl 1), R TR FRIIAE
R 152 R R ], I 25 1 98 CAR-T 20 i [v) Mg 350
SR E T RS BE 7T 5 [FIRS, BRA A PD-1 Hiik sk

PD-1/CD28 % & 3244, A X BH W TME Hh G 2 101 1
G5 AR, AT B T CAR-T 48 i (1) 40 i J8g
P B, 78 A ZORR A /N i T SR R R e, K
# PD-1 LA CAR-T SR I 17 5535 )R o1
B R, th4h, CRISPR/Cas9 3K 4 At T
At CAR-T 40 Jfd () ) R 5 1, 49 v B 1A U
PDCD1 F [ Ak /b S e 0 hiAE 5 8. — T gl
HER IR R T “FFRAL CAR-T 407, it/
9T 23S B A v PR RS HE R, A R
R R B RIE . BEE BRI R A,
CAR-T 400y 7 VA8 SEARIRE 16 Y7 S 58 2 i ok 1o
HUERE
1.3.2 HiAICARZ I

48 CAR-T 48 i BT~ & [ 5E (1 38 1) B — Hi SR
FERLIREE A DR b B3 470 5 S o M S e SR 1B TR B
7 RAEAEZ BIRE O S IBIX — R, B A
FER T PIFREIHTPERAR « B K CAR (tandem chimeric
antigen receptor, TanCAR) F17F5< Y CAR-T (switchable
CAR-T, sCAR-T). X8 AR AT CAR-T J7 %
R S PE e VRGBSR AL T A L

K CAR I B AP PUR G & a5k,
CAR-T 21 i 58 9 [A] IF 3R S0l P9 Ffr i 988 #H 5% it Ji
(tumor-associated antigen, TAA)o X FfXUHE 5 ¥ 11 A
IXHEE TIRIT BRI, B35 3 0m 1 HuR s 1k
TESZARRVRIT Y, L CAR R AN R : B
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A BE B2 R ) S MR 4N, IR RE BT TME
W) SR AI AEA,  FRAR S M AR, AT E—
A1 CAR-T i B 7 iR 4i 23 rp 3 3 A R A% g
71, TGFB1 #1 PDLI 2 % 2 # il £ TME " g0 T
41 H Th B 1 B ) 1R R T R, @I Cas9 wibR
TGFBR2 A1 (&%) PDCD1 J: K, FF]FH =R ASFH
BABEFUAR F B (scFy 806, E2 F1 NEC) 41 [f1) 1 £ #
I ¢ J 4R KRl T- 52 4% (EGFR/HER1), #4782 CAR-T
UL 5L R RIS B e 1) 1

Schneider 25 "' ¥ i 7 —H# i CD19 1 CD20
PUR I R A PUIR %244 (CD19-CD20-tandem CAR),
¥ TanCAR-T 40 L 55 (5 197 40 il 2 3585 9% J5 R B,
HAET AL T AU tL, Hawm 2. FH Ky
(interferon-gamma, IFN-y) Fl A FER F -o (tumor
necrosis factor-alpha, TNF-a) /K7 i 45, 1FE B
A BRI A . tE4h, CD19-CD20-TanCAR
TEE BRI 80 e Bt i 26 e RN [ = fir 8 2%
NAH S FEPE (OTOT) J7 1 ¥4~ CD19-CAR-T 4l
A, £%F MUCI/PSCA 331k NSCLC JF &
[FIER X CAR-T, I8 IS0 F ML 235 B8
FEb IR MR Y, AEThRESRAL T T, AR R T
CHE) + s EW R GRS« — 7 @R PD-1
UG ia T FHWT TME HR 1) 2 1 25 s 4k (5 5,
i CAR-T 41 i S8 B R 54t B e %) 5 53— 5
iEAPURHARAEA, AR SR 5 PERRIE ST
% 11 HER2-MUC1. CD19-CD22 /% EGFRVIII-IL13Ra2
SERIHLEE A, BB A PR M N R 4 P,
Xl % 4 B OE AR TE CAR-T HIMRNIZ T IR L
T 3 A5 8 % I SO A0 S K A5 4 L 1 P
FEIE A, O 5 R SRR R T ST AL T B A v
ES

7E CAR-T HiARFH, sCAR-T BT “%
IO BT - AR TE O UL ER 2 Gt se RS HE iR T B,
HAZOTET 51 NAMIEE A% oA (2 Uiy 52
REO BTG ), I PR 22 I BE 2 8 i W 3 4 Tk
FERGFESh A1 T 403 1. %11, SynNotch 57
& 2 G0 38 3L iR = 1 R EGFRVILL fid &% =) 36
CAR ik, Pr[A#E[5 EphA2 A1 IL13R02 SZHLR
Jigeg A7, H s T B ok A B LA T AR o i
IEF AL SRR ™, Li % ™ IR R T ET NKG2D-
DAPI0 ik &SR IRE R R4, BT A RIR NKG2D
ZARE BT GPC3 scFv SEIUHLE BRI A, 351
e %o S5 I e R A e R S MRS R AR T . X P RT3
P T 45 WL ASAN S 3 98> CRS 25 571 5 49 6t 1 75 )

SN, 3 AT AR i 8 G 52 308 3R R AIE SIZ B 1R 4 VR T
P, 38 TA) it O SRS 4EHF T 0 Th e e s,
TS AR A% G 12060 i 2451 TME F S50 S PR
1.3.3  CARIMHIR S Sk )

ok W I E AR R E SR CAR-T 40 L (197
S EEAME, X CAR-T 41 i 5 9 41 f 22 18] AH B
VERRE I DGR B b . 5B b, CAR-T 40 iR
) 988 A0 < BT Ji (tumor-associated antigen, TAA) [
RE I RIAIT I RN IR 2 — . PR 4 & N8
AT BE R T CAR-T 20 B 1 ¥ i) 2 F0T 25, %
AT R OB R .

AN KA o B IR RS - A R A
fil A T 2 ML ER I A SR I B, 5 BIORE v I T 5 7 AR
BT 5 TV BRI AE 45 Dt 1 1t 5 VR T K
U BT IRIET, BT RAE TR RS AR - AL
RLFRMBERY,  #E G o5 71 AU il &
R, HREARBRTDIRERI R ek R 45, L
BT S ASMA

TR A B SRR I B R A SRR T8
FE i i S SR AR AL Wi, B R m B IR )
Feth s R RTS8 sCAR-T ¥ &, i
BN T IF G SER AT A MRS M, A AR A
FfL AT AR RS 5 HIT I AP 0K i A0 7 3 e 5 A e
PREIE, ORI A, W YN Ak
2 LA S AR IR o

LR 45 & BB L T CAR-T J7 442 it
TREHE R R T AR, BEE AT R R 5 A
BOZ AR ER RS, T — AU BR AR TT R Gk Sk
PRGIEA S e N B B A 4, HEBD IR e e v 9T I R
A AT AT 2

2 ImRR A FnBkaR

2.1 KR

UCAR-T 40 7E G Y7 ML 52 G0 P g 0 S
JETT IR T W WG R R 71, #1845 T H
A IELE AT I AR SE 0k R o IR0 ATk ) — T R/
R B-ALL W57 "], HLA-A-/B-/TRAC- #i CAR-T19
(nU-CAR-T19) 4 il 75 2 35 Ak A R I o 3 i 9 1
ey, FFHREERR CD19" %W B 4. I PR E s
xR, BEEHIEE 14 diA3 CR, AWM 2| HUN
5% ¥4 993 kb (minimal residual disease, MRD), H. A& M
225 GVHD LR P B R R, HAA
WAk CD19 5E ] CAR-T (HCAR19) Sttt FH T R/
R B-ALL ] VIb/IT J 1 PR A5 (CTR1/2021/05/033348
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=1 UCAR-THfEIGARMRIER

g 22 I PR 45 4 il 4 B I ENEEERR FrEr ik
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TRAC/B2M/HLA-DRA % Rl [ AR % 98 J& 1%, JF 17E
CAR 4t h 48 5 SAP #HL (CDA7 i AM R 5 38 Y
IL7Ra fifl 4 45 #4945 ) #4 SAP UCAR-T, K Il SAP
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