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BWE %A M4 (multiple myeloma, MM) 52 —FF R T & @0 ik R AT MW G AEHAEG
Bl AR ) ] S 9 A A & CD38 AR F e A R E R T & A0 £ IR A2 R W 2 1
VAR S DAL SR B T A ) A A 30 R X M (chimeric antigen receptor, CAR)T 8 JgLJ7 ik g Hrik
B FRRAZE G BE T B A/ M8t (relapsed/refractory, R/ZR) MM # % 4974 57 ILIK, FDA B A7
CHET 2 F¥em B Ml AR (B cell maturation antigen, BCMA) #5 CAR-T & it /= 3% 4% 2 A
ToAEERIE 4 XA LB R/R MM &4 A KRR RETEN, ¥26 GPRC5D(G pro-
tein-coupled receptor C class Group 5 member D, G & @BIK /R C K% 5 Am ) D) #9 CAR-T e
ERLR T LRSS RT RATHREEZNESL, SRR LHF CAR-T £ MM F i
TERBMEA, AL CAR-T WAL 77 £ MM W FF R 8 X BEH s KRBT LR IT 4238 | § £ 4 e R 5
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Progress in the Application of CAR-T Cell Therapy in Multiple Myeloma

LIU Yang, LI Zhen-Yu~
( Department of Hematology, Affiliated Hospital of Xuzhou Medical University, Xuzhou 221002, Jiangsu, China)

Abstract Multiple myeloma (MM) is an incurable hematological malignancy. Although the use of novel
proteasome inhibitors, immunomodulators and CD38 monoclonal antibodies has significantly extended the
survival time of MM patients, relapse or drug resistance is still difficult to avoid. The rapid development
of cellular immunotherapy, especially chimeric antigen receptor ( CAR) T cell therapy, has greatly
changed the treatment status of patients with relapsed/refractory (R/R) MM. The food and drug admin-
istration ( FDA) has currently approved two CAR-T cell products targeting B cell maturation antigen
(BCMA) for R/R MM patients who have previously received 4 or more lines of therapy. With the contin-
uous deepening of clinical research, CAR-T cell therapy targeting G protein-coupled receptor C class
Group 5 member D (GPRC5D) has also shown its unique advantages. In addition to its use in refractory
and relapsed patients, multiple clinical trials have supported the use of CAR-T in the earlier stages of
MM. This article reviews the key clinical studies of CAR-T cell therapy in MM, aiming to provide a refer-
ence for clinical applications.

Key words multiple myeloma (MM) ; chimeric antigen receptor T cells (CAR-T) ; B cell maturation
antigen (BCMA) ; G protein-coupled receptors class C group 5 member D (GPRC5D)
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2 E U T MM AR Y AR A AR S e, (B
PRTTIA AL, IRAF TR BTIAYT B . a1
T WRELIAE ( cytotoxic T lymphocytes, CTL) JEHLIAT
i Ied G i 1 SR 2 3, AT R 1) s 440 e 4 T Mo e
PR R- R EHLAEMER G1K (major histocompati-
bility complex, MHC) 1 284 FE &%), 1S Fasl/
Fas JOURE 55 Z R g e A i MR 4! i & s
%K (chimeric antigen receptor, CAR) T 40 iy 1,
3ok B PR T AR AR el TR g o S P B S iR R
IKTE T A0 ARTE , X I B s i PO 85 1 P 4
LW B, HJo MHC BR i, £ H 5% 45 3% 4 e K
B0, 1989 45 LAAFI 624 5 Eshhar iz 22106
PR3 988 AH & BT (tumor associated antigen, TAA)
BT, R TR Y 5 i A b 3R 7E T 4 i %
H MR, 25T 20 AR AL, 175 CAR-T
HMIAEAR N REAS 705015 AL, A 2 85 I 47175 B ] S o3
YiRe 1 2012 4 HH 5 00 i L TE B
CAR-T 4G 7 J5 A5 56 A G2 ik, I C ToAR A7 1% 3k
12 4, 2017 4% 8 J1, FDA #it#f &5 A~ $E 1] CD19 1)
CAR-T #ifr= bt IR P MR = A PR 2k B R 2
Jifd 4 1f1L.57% ( acute lymphoblastic leukemia, ALL)"' X
WhRE T CAR-T 4UML3A 7 IFARRY 2K, 2021 4F 3
H  FDA i Bl B 40 st (B cell mat-
uration antigen, BCMA ) A CAR-T 4 Jfd = /i ( Ide-
cabtagene Vickeucel ) , | T & K& /M4 P (relapsed/
refractory, R/R) MM BJ3A97 " . HET, HR ML
4 FKHL I BCMA 19 CAR-T 4IML= Sttt it =)
AT KW E ) T Al BCMA B AR 51y
CAR-T A T MM 3657 #Y 2 e PE A 2ok, A
SCEEFISE CAR-T 4RI 72 MM AP 4 7 T R T

1 RENEZEHENEHNEBHIR R ERF

ARSI R ORI X BCEE X 5
PR XA NG St X, 3 4 3 Hag ™ Mo
PRI D H S S BB AR 1Y B4 AT AR IX (sin-
gle-chain fragment variable, scFv) )5, #KHE scFv 2k
VRS ) 2220 A BROR R R (R ACHIF 5 W 5%
B BB scFv 23800 CAR-T 40 it i) S e IR vk = A
PT CAR-T padeia, BRI IR, B T 5 i
XA GEHE R, BT, B2 R 580 NI seFV
DAV /D CAR-T 401 1Y) G 28 S o B85 32 422 DXOR 5
FEIX I DIREFE TR CAR ZEHE5 T 4 ny 4 M fE I

HLPS X BB 545 5 5 3, AT R4 T 200 i 9 35 AL
T AN M FE M, %P T CAR-T 40 i i 2h fig IR %
AN,

55—18 CAR LN IXAXAT CD3¢ 5% FeRy H—HY
TEALIEIT 76 T 4032 o I s A it 8 & B A=
SR E T RGRE, 5 A% CAR BN IX
B T — AN 334> 7 X (CD28  4-1BB  ICOS 1§,
0X40) , i T 20 7243 1% 1k, IF 42 % T CAR-T 4 il
V%) 240 B PR R B S AR B B e T . B — 4R CAR i
WIXEA 2 AR T, B bl ik — 25 e K
CAR-T 40 Ji i) 1A P9 A7 3 Bsf 1] K2 388 56 B 988 2% 47 1
F1 PR CAR MBEFR A E 4 A
A E ) T 407 70 M Y DXCHG 0T i 9
AR T IR X AE T 4G 165 e 2 18 e 41 i
PR, W 5 | 38000 [0 Gy 4 L, 32 7 0 0 3 2K P e
1] TR

FEPUS R R« (1) FEHT 5L 007E i 98 4
MIFRTE IR (2) FEEZE A A8 B AL 240 i (R 2
LT AR FPORZRIR; (3) BT R 40 i 2 2 1k
BRGSO R AR 20 O 2 e A 2 R i a0
ARR[fg

2 B BMABAIEN CAR-T % %
1 B o ) P

BCMA JER A F 4o fk 16p13. 13, J& i 35 4t
%ﬁ%@ﬁ%( tumor necrosis factor receptor superfami-
ly, TNFSF) i 51, BCMA i % ik TR B 40 3%
AN AN B AL, TN K T i T AL A
fIER AL A, BRI BCMA 63k
FHh ATE A S YU TR B RR e
20 B A TS A A M A A S 22 Fh iR AR (R i 22 R 1k B
AR A R I 257 2013 45 36 [ [ 5 0
WFFE T i 4% B CD28 L3l 4 1 BRUJR BC-
MA CAR-T ZHMd , I e If PR A4S Y rb i B i R 4 B
VAL G
2.1 Idecabtagene Vickeucel (3 E %44 R)

Idecabtagene Vickeucel X FK A Ide-cel B
bb2121, J& L 4-1BB Jy 3L 41 ¥ 70 7 1) BLIR BCMA
CAR-T 40 g 7= i, 2016 4E 858 HF i T bb2121 1
R/RMM 35 iy 1 im PRBFFE (NCT02658929) , i
i ZE N SR B 3 [ [l G AE WSS B T 3E A e
SE O RIZ T EZ 0SS R E 2018 4F 4
333 ZEBE 0T, Hoh 27% 1 38 A HEAH
AR ,45% M B A = AL % 24 570 (eytogenet-
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ics abnormalities, CAs) ,BEfEREZ 7 7(3~14) 2%
1BYT, 32 4532 5 A 1A 1l T 41 i #% 48 (autologous
stem cell transplantation, ASCT) ,79% f% £ X & H
A 7] ( proteasome inhibitors, Pls) 652 8 5
3} (immunomodulators, IMiDs) X it 24 , NEDRR: PSS
IR ZZfi# % (overall response rates, ORR) N 85% , 56 4=
2% ( complete response, CR) %4 45% , thfii Joit Jig
H A7 W ( progression-free survival, PFS) ik 11.8 4~
H,20% W B E TR f 5 12 S A BT AT RS D #)
CAR-T 4iiifg, 24 ET7 1, 76% 4 8 2 % A 41 M
F R ZE A 1E ( eytokine release syndrome, CRS) , H:
Hh 6% 0 3 9, Jo4 505 L CRS &/, 2% BE %
A (P 2 RRRYT IR IR Y

TE bb2121 1) 11 9 2 hots | B I PR BF 52
(KarMMa-1, NCT03361748) ", 3t 128 fi] i % $%
CAR-T i, Horh 84% )83 = Eiif 245 ( Pls . IM-
iDs #l CD38 H4) ,35% WY FH A W 1& CAs,39% 1Y
BHEBIFREIMR S  BEAE T AIR ST ECR 6 £k,94%
YRR W 52 ASCT, WHFE it 3 MIRYT 4.
150x10°,300x 10°, B¢ 450x10° 4~ CAR+ T 401, f
AT AIEALA ORR 2 81% , A7 PFS 2 12. 1 4
Ho MEEREEBH UL, 50504 91% ,70% 1 63%
8RR R LEATART R 01 %) v PR 20 s /b | 2 1T B
INBIBAD 699 1Y B8 K A AT B RO Y IR, 22%
(n=28)K 3 PRI, 84% WHEHE K CRS,3 H e
PAL CRS BAERMN 5% (n=T) , RAEM ALK
AN 18% B4 RZ BRG] AN 4 B (3% ) K
3 JAPZ TR

N T #E—45 bb2121 76 R/R MM & Y
ARG A WFFE T T KarMMa-3 BF5% , iZ00F
5% R B | Bl AL G BRI F bR 25 ) I BRI 5, AR
BN 2109 LB BEDL 53 FC H2 52 bb2121 B 5 Fb
TSP 1 Bl AR DT R ALEE R R IR A
b 55 Jre R ZE KA 5 38 T 2 U AT BIPE A/ K T 2E
KA s BRI TR B Jie o0 b FE KA 5 R AR K AN
HbZEARAR B Elotuzumab | H &5 B2 i FlI b ZE K A%, 3
4 225 I IESZ T bb2121 Hi i, AL R 445
x10° 4~ CAR+T 4l 126 B # B2 T hrifE iy %
RIT . P OLREVIR R 18. 6 N A FER MPEIRYT A
b bb2121 A7 PFS(13.3 A H ) I B K THx
HETT R (4.4 D) i ik B8 T 1Y KUK FE AR
51% . CAR-T IRJTHAT 58% M Ko b g b vf
FRALN 54%,2 41 3/4 BIEG (1 K A= 5 50 K
24% F 18%, 5 ¢ I B 19 K Lk R 5 i S 4%

290

FET bb2121 76 RIHIG RAFFR i 5 HITAL, %
CAR-T /it T 2021 4F 3 A 4R 3L [ FDA #bife [,
HATH2Zd =4 LRI R/ZR MM A B &
KarMMa R84 58 W AE #R &R CAR-T {597 2 B 1 i
%, KarMMa-2 BF5¢ B 7674l bb2121 75 —43R77 (12
T ASCT) J5 R s R 3R 15 2 0818 J7 I N
() 5 f R TR A 2 PN sk . #E 2022 4R E[H
M F2s FHRAE 1 KarMMa-2a BAF | 53— 2%
ASCT J& 18 N H W E &, #:5 bb2121 697 5
85% ik 3| B B i /N B4 R 4 ( minimal residual dis-
ease, MRD) B, H{ii PFS 2 11.4 4, s s
FEBFTE] (overall survival, 0S) AikF)?  HAf, IETE
AT KarMMa-4 ©F 55 (I R BF 58 1 M 5.
NCT04196491) ¥R 2 bb2121 H T & fa )2 B it
BEN—LI8)7,
2.2 Ciltacabtagene Autoleucel ( FiiIZEELE)

Ciltacabtagene Autoleucel X F% A Cilta-cel , JNJ-
68284528 B, LCAR-B38 M, /& — 1% 4-1BB L3 %
SEFIRY) BCMA CAR-T 4™ i , 1% CAR HTJEiR 5
BB 2 ANFE ) BCMA (4 Bt M B 44 (
PR VHH Z5F49350) 4%, 2 A4~ VHH 2544 58 A58 56 HE
FI7E CAR RSB X, fff CAR-T 4185 BCMA
AR RS

LEGEND-2( NCT03090659 ) J& & ™~ 1£ 1 [# FF &
i) LCAR-B38 M 1T R/R MM i T #HZ .ol R BIF
9%, SZARE TE BRI Ry SR 0 1 R AL B, 42252
TFEEIESN 0. 5%10°/kg i LCAR-B38 M ( By Y
RO i . T Xu SENER T AIKEDT 65. 4 4
H BB EE 5 34k 74 B G AT, BRAEIA T
R 3 42,28, 4% A8 R 1SS 1L, 29. 7% F¢
FERESNR 40 IR, YR YT S A A ORR R 87. 8%, 54
{5 #3545 CR, 50 {43k MRD BHVERYZEA# . BT i
H 15 4E PFS 2R 21%,5 4F 0S FH49. 1%, X T
345 CR By F, P47 PFS A7 0S 4351y 28.2
AHF30.6 D H ARG CR BIEENE 4.4 4
AF7.9 4 H, W5 ME B R MZ MR 6.4
4R Horp 3 A E] MRD B CR 9 B35 4 BIAE S v
Ji5 68.3.69.5 Fl62. 4 N H W K, 1 B 0y B alifE
SR 2 B AR & UL TR L KA 5 4R
() 5 A A e 2 R itk R I XU . FE 2 4ty
161 ,91. 9% ) R KA CRS, K2 AR ) HAF iy 3
J& 30 d PIHIR, HA 3 4] & 1 CRS 2 5l Rf 4L
31d.37 d 1 51d, 3~4 G PR s/ FL /)N
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MRS E 1Y & A2 2 53 501 Ry 85. 3% F1 58.8% ., U 1
B EIRTT 5 T BT Y 1 G e e 0 4 A S
gé%‘fﬁl"é%%?ﬂ;(immune effector cell-associated neuro-
toxicity syndrome, ICANS) .

WF5 I J5 76 95 [ Z o JF T Ih/10 I PRI
%% ( CARTITUDE-1, NCT03548207) , A #k — A 56 iF
Cilta-cel BIT R I 224 ERY ) ZWrse 4t 97 il
FAEZ AL F & 0.75x10% kg [ BAYK Cilta-cel i
B BB Ir A & B 6 2, B ORR i
97.9%,82. 5% 1) /. % 3K 1% sCR, 56% W B & 1515
MRD MG, 5ol i PRI AF BE DT80 o |,
PFS F1 0S ¥JRAF], 7E 27 /4> H I EAY PFS A1 0S
RPN 54.9%F0 70. 4% , ATV 50 Brink &
ISS T A 1= 6 CAs RIS g 17 7 1) S0 2 4
SRS (R, 27 S H BB PES AT 0S FHAL,
AT, [F HA CAR-T 40 5 —FE,3~4 2%
IRIT AN RS b i 2 de e R A s . BAR
PEE MRS 5 UL iZ 58 60 i &2k 3~4 9
I/ D o 33.3% (20/60) 7E46 30 d K E =
<2 %¢,58.3%(35/60) 7£%55 60 d K52

CARTITUDE-4 fifF5% (NCT04181827) , /&— i 111
W1 11 BEALG BRBESE  PEAS CAR-T J7IEXT L bR ifEdE
FEYT (standard of care, SOC) 7EREf: 1-3 LIGV7 )5
FURTR R Bereya e MM BB 3 7 SO & 2, 32
BWPRA SR PFS, TEHAKETT 15. 9 4~ A i, Cilta-
cel ZH(n=208) ) ORR & 86.4% ,SOC ZH (n=211)
M 67.3%, CR K LA I 22 fi 53 5 R 73.1% A0
21.8%, 12 4~ A B i PFS R 43 5l Ky 75.9% Fii
48.6% . Cilta-cel 4 6 #il {44 T 9wt )€, SOC 4H
30 B FH L THRHERE, P EoR, 5 S0C 4
FHLL, Cilta-cel 21 OS A GETH2# Rl R & L 1
fry s o IR RWE/RE T Cilta-cel T 1
~3 BARIT B W RIAFA R E R A

CARTITUDE-5 fiff ¢ ( NCT04923893 ) & — i {F
SERIF R 1 IREHLT FRA 5T, P74, VRD J7 &34
75 5 B Cilta-cel XFH VRD 7 &5 51 RD 4EF514
57, I TN A 84T ASCT B & 4P
BREP . CARTITUDE-6 #F 5% ( NCT05257083 ) &
TEVEAY Dara-VRD J5 229697 J5 J¥ 51 Cilta-cel X [
Dara-VRD 77 25 /% 5t ASCT, I H T4 MM %
L RVERIAROE, ARR, X 2 5L 52 A Bl
T it —20 % CAR-T 40T IAAE MM HE —Z3A
7 TR BB

2.3 CTI03A (FEBRCE)

CT103A 22— 4 AN BCMA CAR-T, X FK A
Equecabtagene Autoleucel 5%, equ-cel, FUMANBA-1
(NCT05066646 ) J&1E H [E T J iy Ih/11 5] | s 2
s RBFSE , PEAS CT103A F TRE 352 =3 4h
JPH R/R MM 35 (2 e B 3ohE it 75 & HE
FREEA: B BCMA CAR-T 697 J5 HEJR i i 1)
B 2022 4F 9 H,103 8 #4232 CT103A JA97 (1b
17 510 3 86 i) , oz Bl 13. 8 4~ H , 101 il /&
HALHEAT I RO A . R R RN Y T AT B ]y
16d, 5B ORR J 96% ,95% ¥ H % 15 5] MRD [$ 44,
CR M UL b ZEf# %N 74.3%, 12 > H 1) PFS N
78. 8%, 2023 45 65 JE EE MK F24E2 L E N
Herp R K2 B [R5 B8 e 25 S U st CT103A
TRYT R IR BIRELE MRD 1P B8 B RRAE A7 250 T
FISVEHR , AHES T MRD BIMERrSE<6 S H B, +F
=6 M HAAM=12 A HABHFHN PFS K45 3%,
JuHJE MRD Bt SE =12 N H 4 iZ 4R 4E W B,
CAR-T 4 i+ BAFE7E A B9 4k 4 MRD BIPE 2 AT
MR,

FUMANBA-2 #5826 CT103A 1 FH T 5 /640
MM B T2 O irsy, B AL 52 4
AN JEIARTEIRIT L 26 3 AN EIIA YT 45 R PEA AN
56 ASCT F00 ) SR 232 A0 A 1 B4~ 122 40 R
£ il 75 CAR-T 4, #k % 2024 45 1 A 4LA 16
Bl 8 F H25Z CT103A Hiid, Horp 62. 5% AT,
12. 5% 0 =ATd 8, 25 % A BB AE ,37. 5% 1 R-
1SS I ), POiRED 13.1 AN H i B ik 3|
MRD [, ORR & 100% , = CR %Jy 93.8%,12 4>
A1 PFS %0y 84. 4%, BFFEh AR MELE] 3 9% It LA
I CRS &4, JE ICANS FIwh i M % A%
2023 4E 6 J1 30 H,CT103A FR45 A [ 24 i W B4
JaftbHE T,

3 #8[E GPRCSD By CAR-T EZ X & B B
R R

G HEBERAZIR C 2565 5 2R 5 D(G protein-
coupled receptor C class Group 5 member D, GPRC5D)
& G 8 IR SZAR R B A 1S AR TE TR 2
H R T B e Pk 1 B 3 X B, (B 7E MM 4
Ji 2% 0 AR DA A b R R Ak, 5OR RIS AR
K, 2019 4F Smith F AR EE T % 4-1BB H %
53 F 1 GPRCSD CAR-T 4L, (RSME R h 7R 1 T
5 BCMA CAR-T H14 B2 ERR i RE ST, IFfiE
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B BCMA PR 5 s i i 1k 3 77

2022 4F 09 H Mailankody B W RiE T~ GPRC5D
CAR-T(MCARH109) HF R/R MM & Bwfst, It
B4 MGIFFIHE4 (25,50 150 450 x10° 4~ CAR+T
Y , 17 1] 5 #5452 MCARH109 3677, BEAE 7
IRITEECH 6 2,10 Bl #3232 ik BCMA #B )36
7, Horh 8 il BCMA CAR -T 1897 )5 , Wi Ja — Ik
BCMA $B[5)34 77 3 MCARH109 % v 1Y /47 i a] Jy
16.4 ™ H ., EH ORR N 71% ,CR F DL &R Ky
35%, ¥FREH: BCMA ¥R I7 G /9 10 fl B,
ORR N 70% ., B 5% B d5c Kt 32 7 & 4 150 x 10°
CAR T 40f8, 7F 450x10° By 75141, 1 7l 3 it 4
9% CRS Fl ICANS,2 53 37E 6.5 N HF1 8.4 A
B2 A 3 G/NIBERG . FEHERZ 25%10° & 150%10°
YA A 12 1 8 T, T/ T B B A ICANS
=3 %% CRS &4

POLARIS B 58 J& 76 W 1T K 2 5 24 Be B I 55—
P B T SR 1%, HE R i 1 GPRCSD #Li) CAR-T 41 Jifg
(OriCAR-017) By E R AR By (BRI T I IR
Whe, F e By B, 3 1x10°.3%x10° ,6x10° 4
CAR-T 40ffl/ kg 2 3 MBIFHIELA, 10 BIEHHEZ
OriCAR-017 #ijiF ,5 B4 52 it ¥ ) BCMA (%) CAR-T
IBIT . 2024 4 E I R 5 25 b, SO B iR
TZMR IR D45 R, S8 ORR 2 100% ,sCR
FH 80.0%, BT A B AHTES 28 d #IL B T 8
MRD BA%:, H 07 PFS iy 11.37 A, 7 0S FKik
2, fEEFIEA T, HA 67% K BCMA CAR-T &R
BFE A7 PFS k%) 19.1 N H ., CRS kKER N
100% {8345 1~2 9% CRS KL F (i) A 2d,
H R [E] A 6d, A WL 3] /N 2 9 . ICANS 5%
F BRI

N B BE K 27 B 8 = Be JF R (1 $E ] GPRCSD
) CAR-T 4017, 76 R/R MM 5B 3% (45 IR 42
Z i §E [ BCMA CAR-T ¥7 3% ) Wiy srpols | B AN
11 A1 PRAJE 50 [ A 7 Hh 58 7 3%, 33 1) 55 5 40
AT, 36% B He 3  R-ISS 11T W, 33% 4 86 4N
5 36%A 1 MR AT, 39% 45 = G CAs, B R
RITERECP IO 4 4, P iRET 5.2 L B
ORR N 91% ., TERRFEH:AZ4t BCMA CAR-T iY77 Y
9 Wil , ORR A 100% , fud5 2 #il3Zad 2 I &%
P BCMA CAR-T 3797 HoRWRIA T R Wiy f8 34
CRS KAF N 76% , Y10 1 Hul 2 %%, 3 HlgE 1
PR 2B N 2 AT 3 9% ICANS 4% 1 1,3 9%k
i 19, rtnl 0L, $8 15 GPRCSD 1 CAR-T 4 i)y

W RBEFE 2 HLI BCMA (9 CAR-T 410Y7 355 ik
JESETA MM B AR AT R S IAY T 2ERE

4 WMELm CAR-T EZRMEFHEEHRINA

JRUE CAR-T 167 7E R/R MM HEUE 1 f B R
W%, JE 2 i R 38 80% ~ 100% , 5 28 itk st ] %5 A0l
32 R A SRR BR R A KR AR R ST, R
SR v R S O L R R R AR TR R B R RN
CAR-T 4 A A = 15 A PESE R, 4752 MM A&
# CAR-TIRIT IR R LGN ZE Y | ZFPR
SIS ) CAR-T IR YT AT RE 2 5o Ml Rl 20 it S 5T
PERAUFERGR AT F T RN L R
5] BCMA 15 3006 77 5 CAML A B /E -+
( transmembrane activator and CAML interactor,
TACI) FYRURE S CAR-T 40, 1T LA ZE Jif 22 400 i 7
BCMA 5% TACI ARAr] — it Ji 2 2 BT 08 B8 A 38000
PP
4.1 ¥B[E CD19 1 BCMA

BRI o 1) B B A M Bk = CD19 By 3RIE,
{ERIFSE 2 IH , B2 /%0 €19 BH 1 (1 B B %8 41 it v fig
A LR 2R 7, H 5505 i 25 Fn ik A G
Nerreter 25 A\ FH 543 —F U B BEHL G 27 A4 8 7%
BR80T 14 i) MM i85 B 90 40 f e 18 CD19
FOZEIR I 00, 45 5 % B, 10 191 58 25 60 1 B 97 40 e
(10. 3% ~80% ) Al K %] CD19 Wik, ik FEE N
13~5 000 5F/4i i, FHZ T, i 2040 M AR AL
TE 2 B A I B AR D 5 CD19 #ik, HE—2
(RSN S2 56 R, B B8 20 i 2% i {75 A3 100 4
CD19 4y FEI W5 % CD19 CAR-T 40 4% Sk i) %
(E AR

GCOI12F J&—F7E 8 &l FasT CAR-T & I
KL TR BCMA F1 CD19 B CAR-T 417 s, (LT
22~36 h BRIl 4% 58 B, T AP B8 45 s Eb il 1 1 4
JORECAZ T 400, 7E 2023 4E 36 [IG R IR -4 |,
AR BE B AL B R s T GCO12F T R/R
MM 1 T IR R A5 5,29 il & AT,
REFEZ DL 5 263497 . mSMART & LU fa i
i 89. 7% , BESMIKAS 5 27. 6% ,37. 9% %% 3 ASCT.,
WFSE 0 B4R ORR K 93. 1%, 4% & L CR E N
82.8%(24/29) ,MRD FHYE#H A 100% , H {7 PFS K
38.0 1~ H ., CRS BN 86.2% 1L 2 i 3 %
CRS, HiAx ¥l 1~2 %% CRS, K WMELF] ICANS fy
RHT

BC19 CAR-T J&H#RM ER K2 A 0 & /Y £
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BXAIUER ( BCMA/CD19) CAR-T 41 i, jifii BH 45 A $i
&7 BC19 CAR-T FHT R/R MM 1 1/11 31 4JF 57 4%
2R,2020 4F 6 H 2 2022 4F 2 A W], 4 50 1] 8
ZIRIT, 14% 1 HBE A BESM AR, 68% H A & fa
CAs, HFMEAREZ DAL 4 LIATT ,40% 1 B E 2
il ASCT, 10% (5/50) # 5% & CAR-T {697, &
ORR "N 92% (46/50) ,86% (6/7) HYBESME 7S & 3k
gf, WEAE CAR-TIRIT IR E R 5 flgEh,2
B3A%] sCR, 1 FIIL3] PR, " OiREDT 11 4 H B,
£ OS F1 PFS 23510 19.7 A~ A1 19.7 A~ H ., CRS
KR 92%(46/50) AN 4 Bl 3 K& AT CRS,
2 BB FERIT TR B 1 e g EE M, FEXHE SRR
IR REARIA T AT
4.2 #L[E CS1 1 BCMA

CS1 XFr>M CD319 SLAMF7 8% CRACC, J&—7Ff
R R FERI2 M Kk MM 41 L3R 13 R
Ik, B KBTI R T 1/2a
PG PRI, B 78 PP Al BURE S 4 CS1-BCMA CAR-T
YA R/R MM B3 B % A sk, 8%
2022 410 H 30 H 34 16 BilEEEZ T CSI1-BC-
MA CAR-T 4iffi%iiE: ,38% (6/16) By . Hi L CRS,
5614 1~2 9% CRS, 5 h AR M AL R ph e i, 13
151 H8 AR5 25 /% (ORR : 81% ) H.¥2 MRD Bt ,
Hi 6 1] (38%) M sCR, 3 #i (19%) i VGPR, 4 i
(25%) M PR, TAiBEDIITE] A 246d (55 ~547) ,
£ 0S RikF], 1 4F 0S Ny 62.22% , i PFS 4 9.0
AH(95%C1,2. 1~NR) )
4.3 #B[a] GPRCSD #1 BCMA

BN =R 2B B2 BT 0 i A AR P P4
BCMA/GPRC5D CAR-T 4l 1T R/R MM &1 1
e bl R IR KRB ST 3R s B B B, 1 4 4>
FIEH.0.5%10°, 1.0x 10°,2.0x 10° F1 4.0x 10°
CAR-T 4l kg, 3t 21 BB FEZIHIT, A B A
WEA: 38 K $% 52 3F BCMA HB[w) 5, GPRCSD HE [ H 5
RIT . TER A, 3 B3 R i 2 ) & A R o
FRAIPEREE , P, 2. 0x10° CAR-T 40 il kg # 6
SRR A2 5, 71% W % & A CRS, i & A
IR CAR-T #ivE I 7d, Wi F52emtIa] oy 2d, HY
Rl ~2 % CRS, {1 %l (5%) & KLt 1 %
ICANS, FR{zFETE 5.8 4~ H B}, B AY ORR Ny 86%,
12 1 (57%) 1 sCR .1 $l(5%) 5 CR F1 5 ] (24%)
4 VGPR, FERIwY RIS, $25Z 2.0x10° CAR-T
Y/ kg BY 12 Bl HEE T ORR A 92% (11/12) , H
19 il (75%) & CR B sCR 1 2 %l (17%) K

VGPR!™ |
5 CAR-T FEXWEKIETT

CAR-T #HJfiy7 ¥ 7E R/R MM H #3497 T i
71t 8 R SORIG PRI 2, ARIRIT e B Rk A s
WL, o BE R A T KA 5 M TIRTT 2,
WA G &, X WAREH CAR-T 58K LA A
HHE . CAR-T J5 5 & B AT & — KM, Bt
ZAHVIRITHE A EIRAEE AR, Oekelen
L N\AYHT T BCMA CAR-T IG¥7 5 1K 79 il MM 3%
(1) CAR-T J5 iR FNGIT 45 Jmy , — & RUIA Y7 1) ORR
g 43.4% i PFS S 3.5 N H , 2L HBOEIT G
i, 0S M 17.9 A (HAFER AR BT
44. 3% W BEHZ T T AT B EOR YT OB
SPUAREL CAR-T) ,

I 96 240 L 9 T AT i 1) 2658 R B Bk Ok 02 CAR-
TIRIT I B R BIPLEZ —. X T BCMA CAR-T iG¥7
Ja 2 R R ) CAR-T IRYT 248K
I FB, B A S W, L GPRCSD CAR-T #
RORTT 5 AE TR AR B M G iR ) X Pl
MR scFv CAR-T & & 9 &, e H U scFy
CAR-T 02 A 6 1) N X 52 K e lg , B K2 —
RhF IR 2 B T R 9 42 A I BCMA CAR-T ( HRC0202)
IGIT R/ZR MM B35 19 1 G PRAF 5, 7 3 R A B
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[ 5 B= B JF B 09 8 8 2 N i BCMA CAR-T
(CT103A) 3497 R/R MM Ay T 53 , 4 Bl o
U BCMA CAR-T IRY7 3,3 B35 sCR, 1 ik
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SRR SEEGUIRLE ] 55 —Fh T A A 5 10 T %
J7 1% 78 CAR-T IRYT IG5 & I 835 it i 7 Y
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259 (antibody-drug conjugate, ADC) ,23% (n=
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¥ ORR N 83.3% (20/24), CR/sCR H 70. 8%
(17/24) ) Reyes %5 A [l 4 43 A BCMA CAR-T
R IG BRI 45 R  FE GR35 1, 51 —Fh BCMA
CAR-T i ORR Jy 89% (8/9) , BCMA RUF: e 1A
1 60% (12/20) ,CD38 HLHLHK A BCMA Bt H 80%
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S35 8.3 N A 3.6 S,

6 mAERE

CAR-T 4IfiG)7 B &k AE T B R/ MGt £ &
PEE RS AT T S . GBS [ BCMA .GPRC5D
() B 15 CAR-T, 38 JE$IL[5] BCMA/CD19 () XUHE 15
CAR-T,7E R/R MM 53 v 35 T BURS: 8 19 7 4L
tF CAR-T 4ifayayr e R i a7 B,
JrRZ B Z R R A RZ ), I B A0 R AR B T 4
JiLA 5 R, Naive T 400057 5 EL], 5 CAR-T 40 1)
RIY B B8 1 B R AAETE A B D) KK, 2024 4F 4
H 5 FDA 1AL HEP AL B O T2 AR
BEIEIG 2 L9697 . CAR-T 403G 7 V8 i s ia
Y710 SRR, el 7 e AR A N
ek 25 1 R iR T Be s/ D B RN . AT AT BC-
MA HBIEAYT B HER , B4 CAR-T BURE S BT AR A
ABEEZ Y, BE 74 CAR-T A4 A B B9 09—k
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5 16 2 [0 B 15 M1 M B CAR-T AR MR
Wit Ak T 2L IR AR R , 28 MM R 5
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