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Research progress on bridging therapy for CAR-T cell therapy in multiple
myeloma
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10 DU 52 A DR 2 0 T 98k B2 40l (CAR-T 48
W7V —Fh W e ia T AR B R MR 2 K
4 & #5878 (relapsed and refractory multiple myeloma,
RRMM) & ¥ 97 H R 30 H 5 25 10 7 R0OR ] 428 i) 1)
B, R ERA IR IT ik =N AR, MR A
Ao Bl A K g TR R AN RSB R A AL
i1l 24 FE I K 70 57 36 36 55 R 25 72 IR il CAR-T 4t M I R
I FH I 3 BT RO 1 £ 6 DR R s i R R A
% CAR-T AR I7 i) R 2, Tt R A7 1
(PF) LA AF IO FY. BRIk, B 2 b #9697
(bridging therapy )+ 3815 CAR-T ZH ML 7657 L2 L FEAK
Ji g A7 g S B T T R R BEIA T . AR, H RN G
CAR-T 4127677 RRMM BIMFHEIG YT R GMERT T A58
HIR. ASCEXT MM [ CAR-T 41 BI7 VA M H216 7 1
WL I AT 2508, B 758 RRMM I Il PR 16 97 F2 it
Z%,

1 MM {9 CAR-T ZREFRFZTELK

ALI %55 2016 4F 1 X4 18 B 40 il il 24 bt SR
(B-cell maturation antigen, BCMA) CAR-T 41l Ji V& J7
RRMM %42 F 3. BJa, B 4T 2 T CAR-T 41
76J7 RRMM G R 7E . 3 H AL, SEE 65 25
WBAEHE R (FDA) it 1 Tde-cel® A1 Cilta-cel ™2 1 CAR-
T2 i VA 7 MM® , [ Py £ 35 B0 38 3 5 v
Ceque-cel ) A1 IR J B4 28 14 3 R (zevor-cel) th
R BT TE b & TG PR T B B I, 3B
RRMM H# NH J5 K GE# % CAR-T 401697« £
CARTITUDE-4"# 50 H1 , A\ 4H 208 5] RRMM 53 5K
b A 84.6%(176 451D 5¢ i CAR-T 4HPRIATT , HA2 15.4%
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(324D 5 2 DRI e i o S5 R R oK e B2 52 CAR-T 4
7. fEHIBCMA/GPRCSD XWH# i CAR-T 4HJifd frAfF 75
1, 12.5%(3/24) [ RRMM 2 7E & J& i 85> 4% 40
(PBMOC) K4 J5 A At dE CAR-T 411, 2 1) 2 2 R
BERETIIE 4, 1 5] 23 IR CAR-T 4T it 1] 4% 25 W 38 HY
1697 . FEPHES8S5 A 7t , K T-Charge - 54 CAR-
T 200 0 1) 4% ) 1) 447 6 42 2 L, (H JE 2R B0 7 28% 1)
RRMM 35 TEHE AT Ak T2 28 1t IR, Rl itk
T SRR T DA HIBORIRES o Btk mT L, A2
Pl eI it R | PR £t , 4 RRMIML A 25 IR
FRAFIE A CAR-T ANMIE TS AL, S 1 e 25 2 I PR 3K 2%
(5. H AT, 76 CAR-T 4 IET T I RI 7 H , K
Iy T R KRR, BRI 1.

2 MM Y CAR-T 4R 56877
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My 4097 & 15 B2y IR 4R 5 - CAR-T 4 Mo v
B8 T BIAS [ 1 96k L 40 375 Bk A 7 R R b A7)
HIVRTT , B R 40, 32 5 CAR-T 40697 1)
ZAME A RE IR G e B PERY . MR P R A
T IR, CAR-T 4l (1 il & — 75 £ TLR 31 8 A
IR TR o A T, K2 7% 11 B 3 7R 26 £F CAR-T
Y1 M i A5 B BB T . A IR R TR T R N R B
IEHERLSS , 3% CAR-T 40 M7 BT 20
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o N . e >3 2 CRS/ )

CAR-T 41l i P N RITEREnGEED] ORR(%) PFSCH)  MrfiaiT
ICANS(%)

PLBCMAP BCMA 16 9.5(3~19) 60/6 81 7.1 i
Ide-cel® BCMA 128 6(3~16) 5/3 73 8.8 pis
Cilta-cel” BCMA 97 6(3~18) 4/10 98 34.9 3
CARTITUDE-4"" BCMA 208 2(1~3) 1/0 85 NR &
PHES85!" BCMA 46 4(2~10) 11/7 98 NR &
Eque-cel!*" BCMA 105 4(3~6) 1/0 96 NR &
Zevor-cel*"*! BCMA 102 4(3~15) 7/0 92 NR &
KarMMa-3" BCMA 254 3(2~4) 5/3 71 133 =
LCAR-B38M!"" BCMA 74 3(1~9) 9/1 88 18 5
ARI0002h!™ BCMA 30 3.5(2~5.0) 0/0 100 NR &
Orva-cel"” BCMA 51 6(3~18) 3/4 92 NR &
P-BCMA-101"" BCMA 43 7(3~18) 2/0 100 NA s
ALLO-715%" BCMA 53 53~1) 2/0 64/80 NA i
FHVH-T™ BCMA 25 6(3~10) 24/8 92 15 e
CART-ddBCMA®! BCMA 13 5(3~16) 8/8 100 NR &
BMS-9863542 BCMA 55 5(3~13) 2/2 98 NR i
MCARH109" GPRC5D 17 6(4~14) 5/5 71 7.8 pis
Anti-GPRC5D? GPRC5D 33 4(2~12) 0/3 91 NR i
OriCAR-017%" GPRC5D 13 6(3~17) 0/0 100 NR yis
BMS-986393 GPRC5D 64 NA 4/3 86 NR pis
HLBCMA/CD19” BCMA/CD19 62 4(2~17) 10/3 92 18.3 3
GCO12F® BCMA/CD19 22 NA 0/0 100 NR &
BM38"! BCMA/CD38 23 4(2~9) 17/0 87 17.2 S
HBCMA/GPRC5D"  BCMA/GPRC5D 21 3(3~5) 0/0 86 NR &

GPRCSD: G £ A B B 5278 K itk C 41,5 /i 5t D (G protein-coupled receptor class C group 5 member D) ; CRS = 41 fitl [X] 1~ F¢ it £ & 1
(cytokine release syndrome) s ICANS : 38 28 41 A AH 5C #1 28 25 14 £% & 1iF (immune effector cell-associated neurotoxicity syndrom) ;
ORR : % M 2% fi# % (objective response rate) ; NA : 4R £ (not available) s NR: >R 1% # (not reached)

22 MAEBTKRE

FFENIE S, CAR-T 4H 7697 ) R A S M I AH ¢
DAL 25 A0 45 TR BE T AR 22 A B A 0 e 47y L JE RS
AR B PG IR CAR-T 20 i U6 A 7K~ Rz 52 3 kAL
ST . 7E KarMMa-3 B 757, 84% 1) RRMM i34
£ CAR-T 4 fu Rl S i 42 2 M 39697« S5 R BoR M
22 I b I8 7 A 388 ) ST ZEL R 88 6 A AR ARG I L ER )
3/4 HAS K SN (84% vs 81%) - CRS & 4 % (94% vs
80% ) AHAL 5 5 FifrJRg 7 17 45 o SV 4 58 25 A LG, M 2 F
J88 G717 AR AL 41 22 2 ORR (97% vs 56%) < 58 4= 22 il
(CR)ZH (56% vs 32%) H 47 PFS(20.7 vs 6.9 ™~ H) 1
BAAR , 1 P AL 2B A R 41 B 1) (18.6 vs 9.3 AN HD BT
s A EE M R AR AR (3% vs 24%) , e i G
Jir 8 A7 A7 B ARG U 2L 6 5 1 2 AR R T) B K L S 2 B 9
HREA, TS RAA— . CAR-T 4 i J7 i Jif
Jeq G Ao 52 e W) BB RAS RN 4 R IR S R AR e I AR
MR R 9T BRI CAR-T 41 B I8 7 /I A4 Ji 8 4747
A SR YT A, )R AT BEAE K PFS.

CRS 1 ICANS %5 A B J B /& MM ] CAR-T 4
MIYA T 5 i S DGR R . CRS RAERKH T
90% , HoH 3~5 2% CRS R A L8 5%, # % ICANS
B R A 2N 2%~ 64% , T & ICANS [ kK £ H
0%~50%  H i UF 55 = i 47407 & CAR-T 28 IR TT
Ji tH B ™ #E CRS.ICANS [ fa (Rl & 2 —, 7F
Cilta-cel BfF 7LV, 38 3k 184 5 R H2 V6 97 LA B A1 S 28 i
Jo B qar , 432 B AT 22 R0VE 7 A AN BSOS R
AR 5% R 1%, 1% — &5 FLI0UE T M6 9T BE
WA AR R LR AR

W79 R B, 46 CAR-T 40 fd faniE AT 776 Bl 4 M 1
[ RRMM fE 35 & A= o 7 5 ) CRS Jiz 7 Al 3 17
INBR R 2D, 3% B H 6 CAR-T 40 ML i6 97 e v 22, H
OS B » I JBOT SR A A7 BIMF IR T, BE A
Jo8 T JE B I R, A TT Re M IR 9 = CAR-T 4 g
SXof F PR P BB T R R e A
2.3 HYAEB T ATIRAE

MR TN & % IE 2 TR % . fE3R 2 1
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[FII S AELE R IT TE R LA /D « 25 P hH O 1 Uk
L2 G, S i 9 12 A5 75 ZEMF B VR 9T & RRMM i
HAEH % CAR-T 40 f VA T7 /T 1) H ZD IR, d WUR 4R
BRSPS ERIR T B3R 28 KU EE

MF V6 T B 75 E1E A RRMM 23 1 B AOIR 45
e RAE  JiIg 1A B iR A2 U AL B 1383 4% 2
AIE BEAE IR IT 7 SIZ5 IR B F 97 30 7RI PBMC
KAEIB AL CAR-T 4H f ) £ vk B ()55 . #r i
ST AERR 2 R B kAT , DA = 58 007 % BT I M 42 7 &6
HEAT 70 50 VA8, BB Ab B IR RE , i CAR-T 41 g []
SRy A)E 0 TR A R, o R O e S R K T
Ji ~CAR-T 4l fa 7 38 52 BR e A R W K A 2 38 in %
DIAHSRE it B A2 7K ST ey HLAR I T & v i AL
i Mot S g B i M A B2 M CAR-T 4 i 1A R
K&, Wk, 17 76 BL - XK (9 RRMM & 35 78
CAR-T 4 i il £ JH A1 32 2 5T MM [ B0 97 A& 0 22
(1) 5 JR2Z s 0 T3k J 28 AR I JRE 7 A (MG 28 S e /K
- AR/ PR MR F KT S TEE SN 16 B I 7
ZMEIRYT -
3 HERTHREE

PBMC K4 Hil T 40 i Jifi & 1] G 2> 521 CAR-T 4H
M. W FCIR B, AT X T 4 i A R AR,

FEAR AL Hh A e AL 770 7T e 2 2 CAR-T 4H1 i
1097 SN, KAUER 5“5 R B, £ PBMC K2R |l

6 ™ H P HE Al b A 7] L P P S A Bl 1) 77 B 1 A
11 75 (proteasome inhibitor, PD) [ £ 34 7 CAR-T 41
MIVE T o 45 R 25 . K Ik, 7 PBMC K 45 1T I JkE 46
T Y= E |29, Bl & B R & kT
T2 JE 45 A BRI F 2517, S U™ <y 25 W e i
JEL I 5 DAIBE G 850 A1 1 55 2 s I8 R S 4 ot 448 e ik 2D
fiE o MMFERIR T S 3H LT, U™ M8 F LU 2
W IR E) - R AT 3~4 L, B IRIT 1A
R M BRI B 254 3 L BT 1 S B R R
R 1

CAR-T 4 Mt 236 77 nl e #4097 BE VR TT
PEIR T RO S 7 SZBR TR0 HASRAS (1 2 Wik
Beib T B SRR T I R AR5, BF 7S v b s A B
Z R E R ) Chn 22 SRk A8 RE AT S 2541707 R A
G, R a] DUR B B3R T F 24 LUK B2 TR L PIL
G PR 5 71 (IMID) 5 52 B B A (mAb) F13 FLALTT
RNECEKD.

My 52 3 R AE & T R A3 — o ol anAE 1T
KarMMa i 7771, 88% ) RRMM B #:5%2 1 Mri%in
7, Hod 561 (4%) B E MR BB 9T 5 b IR 574 e
7E CARTITUDE-1 #}f 557 /1, 73 1] (75%) £ 35 347 Hr
R, Horh 34% 1) 55 7E Cilta-cel 20 [ 5617 Aif i
JR AT DR R, fE CRB401 BF 7T ¥ Hh , 42% (14 i)
B M BRI, H CAR-T 4B IR J7 J5 1) ORR
15100%.

F2  ImRIRIE P RITHEIRTT [n(%))

CAR-T 4l fitgF= i N WriRYT BT RS W Sl IMiD PI mAb HAh
KarMMa-2'* 128 112(88) 5(4) 94(73)  52(41)  29(23) 54(42)  38(30) NA
CARTITUDE-1" 97  73(75) NA 63(65)  32(33)  26(27)  45(46)  15(16)  28(29)
CARTITUDE-4"! 208 208(100)  152(73)  208(100) 0 2081000 26(12)  182(88) 0
i BCMA/GPRC5D"™ 21 2(10) 0 2(10) 1(5) 1(5) 1(5) 1(5) 1(5)
KarMMa-3¢3 214 170(79) 21(9) NA 76(35)  30(14)  25(12) NA 19(8)
MCARH]109% 17 16(94) NA 18(94) 9(47) 7(37) 11(58) 737 6(32)
OriCAR-017%" 13 2(15) NA 2(15) 2(15) 2(15) 0 0 0
CRB-401%" 33 14(42) 14(100) 12(36) 6(18) 5(15) 5(15) 3(9) 4(12)

PI: BB Ve K AP DA K SR AR K S s IMID = 70 R B Jie R T8 B e« 1A 5 B 155 s mAb : CD38 Hi71 . CS1 T &%,

3.1 iy

1B 77 /& RRMM ¥ CAR-T 40 i bf 208 97 I
7% . 7 KartMMa-2.CARTITUDE-1 Z5:4Jf 78t
DL B & o A0 77 CPR B B i 5592 22) PTCH &5 4
KR AR KD JIMID (VA 55 BE Ji ) B ) 2454 (4 2%
PO VEIZROBED EIRE A (2 F B FAYA
FHEGVE AT TR . tRayT 4 —x
FIIE T 8 . 7E KAUER 25 [ 5fF 70 BA &1 o, f

CED GBI % + RFEIAHF + HhFE RO %,
H 6 | BE IhHAE CAR-T 4040 E. £ OriCAR-017
WFFEP e, 5638 PCD 5 & GH D FE G + PRREMERE + Hh
JE KN MR 2 19 Fi % CAR-T 48 0 1697 J5 ¥ ORR
N 100%.

BEAL R N 7 . WF R B, KRR
Tl Ik fie 7 8 -5 A 0% 1) 2 9 B L 5 CAR-T 41 i
BT HITIUE » YR YT e BB /IR kR TR B K, A
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WRIRIT TG B 22 o BT IT B U7 R I, 0 2B AL 1l
AT 51 1 7 P R RS e XU, 7890 25 FE 25 1
AN B N AT RE X i 4 CAR-T 40 i 36 7 38 B PR 5
1 G PRSI WAL TT B CAR-T 4H vt

3.2 ATT Ank R H AR

XoF T v R A A SRR A kR I R TR
JT NP IR B T R 2 — . MANJUNATH 25 5¢
F ], 7352 BCMA CAR-T 4 il 7677 i) RRMM 3%
Hh L, MR IO 2H 5 6] B ORR JE B I 72 573 (50% vs
54%) , P07 5 CRS R BEME S LR 27 3 14 2 (7]
ToAB M U SEMFHETROTT 1R 22 A B A A8tk o

X T2 2B T I H I R B AE BUK MR
I KB IR ELAZ>7.5 em) B, R B30 97 B 75 SR ATS
RGN L . ZHANG 59 IR HRIE T ¥ VR ¥ Bl
$2, CAR-T 4BV ERT 1 8 CT 51 5 N & B ¥4 VR v il
ik i 5 9056 Bk B (2.4 emx7.8 cmx8.2 cm) VAL IR
B, e 1 JG PET/CT VAR 27 20050 I e 2%, Ho 5
T 80 d 5 BRIE I AL T L2 A W, 2 7= ¥4 VR I Rl i 2 A
Mg TR, BN, B2 TR R R
5 L T R RIS B MR 5 3k — P I, (BRSO
RV VR T RO T e A7 7 0K ) RRMM R 2 A &K
IR TT o

JCTT BRORH YA VR T R A R 9 T i PR AR
Jed BT 5 [ R SR PR B ] A e 38 I I D 9 A S
PE G2 s B, 1 CAR-T 2 i 386 80, S o4 Y12 RS T
4 M by R R, Bk R B R T k. BRARE L
(ST AN B RO 75 B B RIS (1 117 B 1 ot 9 e —
AU AIE L (HL =3 B B0 R VA VR Y Rl o T I RE 6 e A K
1) RRMM 3 2 A M 8T -

33 RIEEST

mAb. FT 74 15 Bk 25 9 (ADC) 4§ 5 14 bt 74
(BsAb) 25 50 27 1AE MM VAT H I SE A 22 5 2%
R, Z2 I SEER BT T AR CAR-T 40 B IG 7 M
F2 77 R AT AT R HT 5%

CD38 mAb G I & PLAIE N =25 R £
CRB401 Ifff PR iR 381 o 2 1 FH 7 %8 5 %W 98 v 14 41
(42%) 4% 5% M7 % RRMM £ # CAR-T 41 f 6 97 )5
ORR N 100%. fE ide-cel 3 St L 7, 43 2
F K ADC 29 VL 2= A s pi/E M 16 97 (B 1 5k
WA RA WY M kg atEatig R.
FANDREI %540 7 7£ 52 5] RRMM i35 1 FH BsAb 1F
IMFREIEYT J7 2% 5 4 BCMA CAR-T 41 L7597 K 5%
Wi , 5 HoAth (Ab 7 Pt CD38 B3 SLAMF7 Hi44) #f %
J7 A FH L, BsAb 4 ) ORR {2 3 Tt 15 (100% vs
46%) , CRS & A= %6 i 2 N [ (50% vs 81%) , H BsAb
5 AN 2 52 B AL R, IE 5K BsAb s 2 H.

AL TR .

1815 5 7E ) 2 , CARTITUDE-2 (BA %1) C) Hf 7759
WEWT, BEfE 2 5 T BCMA BE [ VR 97 ) & v,
Cilta-cel 76 J7 J& ] ORR 4 60% , CR/M™ % 5¢ 4 2% fi#
(sCR)F }30%, R PFS N 914 H , 45 /45 T BRE
RILZ IR TT AN S o [RIFE , ide-cel B3 H:
FBPREHAIESE, 3 52 BCMA # [ 25 4 () MM 3%
HAE CAR-T 487577 J5 ORR (74% vs 87%) .CR/sCR
R (33% vs 44%) . FF AL PFS (3.2 vs 9.0 P ) ) L Z K
TARBERH . FI, 60T 7 20 n ik R
RURPETT I DA B B B AT A7 AR G 1, B A5 2 2 0

NI PR SE B 2 FH B £ B 90 BT MR B2 96 97 R AR
I BEAE A TT 507 o AAE A0 g B g o} A g HEAT
APEL B . 2024 4, H bR BEW TAEAH R AR
RRMM ] CAR-T 41 i 45 5 82 0, Mr 82 5 2 1A il o o2
8 5 25 R i JRg 67 A R BE A 2 998 R R B 3 2, v R
71 A7 R 95 0 DR E R Y AR R AR ™ B (1) CRS.
ICANS 528 285087 248 i A 5 W5 1T 441 B 27 A ik 22 16 44
P 2 GUREIR B RS 38 0 o TR B, e B MR 2 7 S
A S 25 B8 G AR A VR PE A IR IT T R 1
SHE 225 5 ) e JB0 B VRR IR 24500 RRE S DR K

4 HIEBITE MM B CAR-T 4ABETT AP A R BB IR
K5k

Il PRAE T H A M 23697 4 MM (1) CAR-T 4 2
7 RS W VB 2 AT MERRIT S R E A R
SR AR ZR AN 22 1) OS ZEAH G, HASHMI 5%}
ide-cel LS HH 5N H #5045 1) 2 DR 22 40 A 45 SR B, i
A5  BEAE BCMA BE [ 7697 B LT I s BB G
KV M R IT A B CAR-T 4i i farv< 341N H
P 3k B M e M (3 P < 0.05) ; AFROUGH
U231 K E MM R CAR-T 20 i 7 325 20 52 tH S80I
T, 79% W B E B IR T, O IR T A
PR YT 4 B3 1 PFS W35 2K (11.48 vs 6.68 1 H )
OS IEK CRIEE] vs 13.85 4 H ) EFE S (0] 45 52 (10 vs
8 &) ICANS KA HFILESR . BARGHEIEER
7N, MYV TT 550 R e A R TS A6 AH DG,
RE%E NHE () B 23504 7 i e B 2 i #0697 8
H ZATAE = IR A AT 2 24 B B AN | e S e A%
2 BEAM I SRR 2%, DR 5K (] A 4 A7 A S
LR fr , 75 2L N RATEE IR WA T

H 17 , 4 % 35 FasT CAR-T 4 jf 53 Ff CAR-T 4]
JL 7= it B PRI 98 AE 1B 4T T, D94 %2 CAR-T 48 A
25 22 B (D B T 7 b BB R S Ry B (R e
BEPIURITHLE . SR, BIE7EA 75 25 £5F CAR-T
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20 i ) 6 F) B TR BRI T L R R B AT
WG = O A A A . MR T RN TS T I
2 Phi, WA IR YT 7 SRR AL RIS IR ST AL
PPN S O ). bl T RS PR AE 72 1) R BR R AN 31
St SR AR A R B B, /5 BT R e 1) i
PEAL, AL CAR-T 4R EVR ST B &% AT

5 4538

CAR-T 240 fy7 ik £ iz B T L & e
i, Mr R TT 7E CAR-T 40 i ¥6 7 A A v HLAT 5
I 10 JE L PR AT b R A RS B E AL & R A R
SN B T A R AR . RE M R IR T AR
CAR-T 4y i i/ FIAT A7 A2 4 30, (EIE I A AL
FB T < 11 R b A SR I o T R AT A T
CAR-T 2 [ 7 it (1 S F 5 o] DB 4 A 4 9 A2 A
{8 R RTTRCR .
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