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2 KMk E waEEE ( multiple myeloma, MM ) J&— 7 IfiL
AR G0 b e, R E 2 i B b v B R O A M
5K, M 7 A B v R PR SR R BR AR 1 (M), B 4%
- N O L 1R = 7N S 2 o o e U=/ 1
FE' ., BFST R W, CD38 fF 5 itk B A4H M OTE A F K
% - 7 ( recombinant signaling lymphocytic
molecule family 7, SLAMF7 ) 1 B 2 jg il 2 Pt it (B
cell maturation antigen, BCMA ) J& MM J&8J7 P i 5
FRHE A, PRHC B XoF b i 8 A5 Y R 5 B BT AR YT 7 (mon-
oclonal antibody,MAb) #[1 BCMA ¥7 7k 7 & Kk MEiR
P £ K M B89 (relapsed and refractory multiple mye-
loma, RRMM ) 3G J7 H BRI 58 B9 #4 5 N 2, BLFE I R
HO 7R H R IR T ROR S Ak AR SCXE MAD B
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MAD ¥7 ¥k 38 1F 5 MM 40 g 2 1 AH 1 #E BT 5t 25
G, 15 R BT AR 5 240 B A S A9 28 B 7 M (antibody -
dependent cell — mediated cytotoxicity, ADCC) JL &
B 2 ML 7 1 (antibody — dependent cell — mediated
phagocytosis , ADCP) | #M A4 61 119 41 Jitd 5 1% ( comple-
ment dependent cytotoxicity, CDC ) F1 B 3 20 g & 105 7
A5 30 2% 405 e 38 4l B 0 1A 0 o b A 3 T LLGE o
L RERE S iR €2 A AU 21 i i el S 1 /A B N
5 A L AR R, AT 55 i S A 0B R S RN
Xt F RRMM 84 1fif 7 , Mab J7 35 o % BLALIT B 0
b it 2 4

1.CD38 Hiff:CD38 JE—Fh s Z Ik 1, 2 5
fEo 5 5, 75 R 2 800 8% 41 1 b 35 4 %3807,
CD38 BA47T i o BEL LB 15 f 2 1 400 < 400 e L35 1 B éIH
B T T 40 MR e AR AR LR
Pt ( daratumab, Dara ) fF iy — Fj §l 1] CD38 ) 4 A
IgGlk B4 MM R IR )7 I 258, kT P I 3
I A I 5% ( NCT02136134 . NCT02076009 ) 114 44 4
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75 RRMM 835 1, Dara 145 4/ K il il ZE KA 1K 453l
JFH 8 0 3 i A= A I T B 8 A T 0k FE 20 2 £ oK 0
FER I A, H Dara 41 (4 %5 95 #F & 5l 5 T AU
PEXTBRLE AR 61.49% ), B —fUBHS Z 35 B4 (satux-
imab , Isa) 7E—X0 2 13597 RRMM 2 B9 F 52 Bk
B O ZE KRN 5 AT B AR A A R MR 2 A
FROWC, 5y 4 — WU T OIKEMA3 M 5%
(NCT03275285) W7, ¥5 Tsa — HZE KN 5 K ARE K
(Isa - Kd) B6A 1 TIRY7 RRMM (B3, 45 R R 54
TRAREK - HBZEARHA (Kd) HEBE, A Isa J5 7T W 2
& w5 S8 3 1 T e 2R A7 e ) DA B B R IR T R
S i R IO b TR R G R S Tsa B UL BN R
JO7, —Fof K 8T Y Tsa il 57) H B IE 7R 2R A7 i PR X 56
(NCT04045795) , H A %F %+ MM fiff 75 i) CD38 Bt
£45 TAK - 573 il Mezagitamab ( TAK - 079) , JF & 1Y
2554k T 3 I PR SR B BE, 20 NCT03215030
(Iv) #1 NCT03984097(Sc) ,

2. SLAMF7 Budi . SLAMF7 J&: {7 5 bk I 41 Jifd 384 %
/¥ (signaling lymphocyte activation molecule, SLAM )
FIEWIZIE R % 7 (F7) , n] 7 B iR 40 M b v 3 5%
R BB R R ( elotuzumab ) & A\ B 1k 1 &1 %
SLAMF7 1) IgG1 SR fil Bbo A, o7 B 23 0 NK 4
JH P 3 14 G B B R AN ) ADCC PE FH L 2015 4R,
elotuzumab # 4t ¥ 5 > R B e Fn b ZE K AA BX & T
YT RRMM BB —JAY7 RRMM 3 1 BEHL |
3 W B0 (eloquence —2) H | elotuzumab 3R R & B I
H ZEOK AN (ELd) VE S S50 20, K A T 32 Jrie R b 6 K
(Ld) fE RN R 45 5 B, I elotuzumab 5 H
Tk JE A A1) S 19,4 A F i IR 41k 14,9 A4
H 77 4 4FJ5 , ELD J7 28 AL SR A7 O 48 A4
H X g 40 A H R WITE Ld #9367 7 A
elotuzumab 7] DL B 4 42 & Bk A 42 32 34 76 97 19 RRMM
SR YT R A A ) AR A S AR R — TR
LB W RS RT R 2957 19 MM I A 5T
OFE Ld BB AL E N A elotuzumab 3% A WX 3| I
EHIEIR#R AL X VBB S elotuzumab W] DL ok 38 BEAE 2
ez i — ARTT I MM R TR TR R MM R
AR BakE" L BRIz Ah ,elotuzumab 15 H
b2 Yy -E IR 9T I3 R IEAT T I R AIESE , 40 G 2 9 45 77
T T B e R A K

3. XS HABAT ALY Mab : BF X MM oAl A A B 1Y
YRR PO H AT W IE 7R G K JT & . tabalumab 2
—FhHT B 20 B #4715 BBl F (B — cell activating factor of

the TNF family , BAFF) i) MAb, 76 1 3] 5] & i 34 #F 5%
H1, tabalumab K & B B {2 K + Hb ZEOK AN (Vd) 1E
RRMM B & p A7 7, 45 ) W 55 H 25 it 32
PR ORR H 56% '), SR, 16— 0 2 WIHFSE
tabalumab | & >4 100 2§ 300mg i}, 5% 4] vd i
K 1l 78 TE 3k i AR A7 I LA e, CD138 A
MM 40 5 B e ik, BT062 J:—Fh 5 CD138 45 & H)
ADC it 75% #9332 33 KEIR I 1 8 #  1 1 €
S LA 26.7 AT

— .¥8[5 BCMA 7 i%

BCMA J2 I SR 88 [H 7 SR B I B, 2 BAFF Al
BAEE SR (a proliferation inducing ligand , APRIL)
R A2 AR 3 TR0 e 40 PR 7 R 0 M ) 0 N R
H SRR I L BFSE R U] BCMA (1 52t 2 3K R
S5 BRI HE AR DG IR B X BCMA ) 532
AT, AR A PR Z R T 410 (chimeric an-
tigen receptor T — cell immunotherapy, CAR - T) J7 % |
BLIR 259 B4 (antibody drug conjugates, ADC) FlI XX
B M B AR ('bispecific monoclonal antibody, BsAb) JT7
W5, 7E RRMM B8 S T 4 35 Ml R ™

1. CAR - T J7 %% : CAR — T Z40M0Y7 24 F & i
T 4t B AE AR Hh E A7 35 R A 5 T 4 390 A8 25 44 o 3 T
ATCA AR AL . 1L BCMA WHE R HY CAR -
TIF B ST HA LA MAD B0 SR S T 40
JIEL 618 200 L 2 A A R AR, T U 32 AR F AR I BT 5 (ha-
man leucocyte antigen, HLA) A4 B 4l 2 o

(1)Ide - cel (bb2121,CRB - 401) ; Ide — cel J&
FDA Rl EMA # 1 (19 25 — Ff L BCMA #0509 F 4R
CAR - T 4fff1, LA CD3¢ A T 4t 3% 45 44 58,4 - 1BB
MRS 2 18 CARPY . HiAE RRMM f 3
B B 97 S A B e A, 1 B (NCT02658929 ) Bif
FAHE R W, 36 Bl RRMM & A 33 #l R # 1
ORR N 85% , H: v 58 4 2% ff R ( complete remission,
CR) N 36% , AL I B/ AR (very good partial re-
mission, VGPR) 24y 27% , #8 73 2% fift % (PR) 7 12% '/,
JEEEM 2 BRI (NCT03361748 ; KarMAa — 1) 9 A T
128 FIBRTE 28 A 352 3 3 MR YT I AR M (45 A
i PRI 77 IMiDs FIHE CD38 BA4T) () RRMM £ %,
ZE B 78 ORR A 73% (94/128) ,1/3(42/128) ¥
IKF| CR B b % i, AL T i i A A7 I ] Ry 13,3
AN A 33 i) B BN R B B ( minimal residual
disease , MRD ) 2 BAM R ( < 10° NE AN H 5
UL R R IV S R AR R A i RS S
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(2)cilta — cel (LCAR — B38M) ; cilta — cel /&5 —
Fhas 2 /8 AR ) BCMA CAR, 24k Ide — cel ZJ5 45
2 AR 3697 RRMM B % A5 BCMA CAR - T
a0 0P AR SR FSE R W, B fE RRMM i
SRR BE R RE AR N, BRI 32 ) R 4
PR CARTITUDE - 1 1b/2 i B 9% b, 97 4
RRMM #3327 cilta — cel AT, 45 % /5, ORR
9 98% ,80% BB F IR BT AR B 5E 2 N, 95% 1Y
BEE/RE VGPR™Y |

(3)bb21217( CRB -402) . bb21217 5 bb2121 fii
FHAHTFEI CAR 43, H 2 i 1 3k 7 vpoim AT Wl R =
i ( phosphoinositide - 3 kinase, PLLK) Eif I
bb007 , VE R A AL, 1 ] CRB - 402 | &
W HEFIE L 69 il RRMM % ORR N 68% ,54% It
FBE S VGPR kA7 3L, A7 SN RS2 I ] ( du-
ration of response, DOR) & 17 ™~ H, X T g 5
bb21217 HHid 2% T 40 b il A O, R BH PR AIG 2 &
T 4 il 1) BE 451 A] 384 58 97 %, iR 97 RRMM 8 % 2 it
T A G

(4) HAth . M AEIF & 9 CAR = T 7= 9l 4l KITE —
585 & —Fh 4 A4 BCMA CAR — T 4 M 50 8 97 B 1Y
PR I R RTAF G 2R B, 0T DA 850 LR S b )
A5 MM 401 0 P - BCMA - 101 & —Fh 78 1 3% 5o
T rh SR Al G B 2R 7R B T 4% )8 F pigey - BA $
AR 5¢ 4 N AL B PT BCMA CAR - T 4087 5, BA
S5GR TN D) e VAT G R I M B AN RN AR
ROAS AR AR 5. . NK 40 i 2L A S e o R
RN HIRE ST, ATFE CAR - TIRIF R T 4, %
F CAR - NK 40 R T2 T 40 i ™ ¥ 19 A /& HLA B
YA TR] (9 R M DRI 7 I DR O & RE CRS R 22 75
PEJ7 T R 4, B PR AR, 2019 4F 1A BCMA
CAR - NK -92 48 g & ] T & 4 20 il RRMM &
(NCT03940833) iR Y7, H — Wbt 5 3R W], L3Rk bt
BCMA - CAR Fl#& LN ¥ 32 /& CXCR4 1) NK 2 ifd 7]
LA 25 30 5 g 350 1 0 o MM it R H R
KB T TIA97 MM A MAb #85 NK 46 i 3K
) ADCC YE], 9 RRMM BEGIARIT 28 & 1 2L, 2
KA FE IR ATINZE

2. ADC ¥7 % : ADC J& — R ZE £ =5 MAb J7 3% 1 [7)
BF A T DA sk G ke e T S0 928 440 L Ty e B B 1 —
Fi G sie g7 i, LA Ge bt Mg o7 1 8 BLoA e Sk S
AR R CE AL, Bk R, BT R R,

.8

GSK2857916 J&—Fh AR 4k 1gG1 $iL BCMA 53¢ B $iL
T, SR AR A TH R MMAF 5%, i ADCC Al
ADCP 1E ISR AE £ 25 15 BCMA f4 fifr 92 40 Jifd f4 40 it 22
fi#' > GSK2857916 T 2020 4F 8 H 315 FDA i+
BT R A 45 32 o 2 R R IMiDs | B Ak 7 LA
J ASCT J5 B RRMM & . 768 1 Iik5 b iayr 4
7R ORR 4 60% , Joilf & A A7 [ 7.9 A~ H Bl 5
14 ™ H g, i JCHE A AERT A A 12 4~ H ,DOR K 14.3
ANHBP 2 1 DREAMM - 2 i 5 ( NCT03525678 ) H?
gl A 196 il RRMM B35, 70 2. Smg/kg(n =97)
3. 4mg/kg(n =99) WFHEA, ZR BN, WA
ORR 435K 31% F1 34% , Jo it Je A AE B E]) 2l 2.9 4>
FR 4.9 A F H 55 ™ 5 0 905 728 2 I
JUENI, LB PR U5 4 R W] GSK2857916 HA R
UF BT 52 Ve AR 32 0 Z R 97 7 A B RRMM B
H e B PR R 2 R R RN S — A A EE
TRIT 5k o A AR I R IF & T B BT BCMA ADC £
& HDP - 101, &2 —Fh 5 RNA R4 0 #0175 Aman-
itin {5 IE AP BCMA $UiA  7E 17p B 1 8 35 rp f2 41t
SRR B BT R TS PR S A MG2241 7 1 KK
(NCT02561962) Wi 7R, 28 3k K & i iR 97 #9406
RRMM % ORR W3i5%] 23% 7,

3. BsAb J7 1 . BsAb & — R AR A i 5 1) e BE IR IT
B, 5 MADb H %, BsAb BEAZ 5 — Fp bt B 09 WA~
AL PIFP P, AMG 420 E.7E RRMM % b k47
TR, 1 B3R5 5 = 2 A 5Y ( NCT02514239 ) H i
/N, TE 400pg/d BF ORR K 70% , {H J2& i T H 2 52 1
JE, AMGA20 1 45 2 52 B 35 22 5 v A BR 1 L i 2
FHIIE K A AMG 701, 7E 1 #1558 (NCT03287908 ) H7
R BERT LIRS 253097 5 IMiDs 25930 5 B2 ik
A, PR - 3135 J& — Bl AR b B9 B 5
B BEBR B [ BP0, 7E RRMM 268 1 By BE) it oo 4
WFFE b o 22 M R4, B2 32 IR 97 AT S 8
A WL B 500 Sk BRI M R M B CRS FEF R A
HoAt TE AE I R TIT % B 1951 X BCMA 1Y XU S5 7 Bt 44
FIHEY 4335 INJ - 957 .REGN5458 ( A fk BCMA x
CD3 XUFs St v iR J# ) o 53 AbBFSE R WT, NK 4
it 6l Uk i R 2 AL 2L IR A 3R R SR AR R T
BC A, PR BE BRI ) T 40 M =2 b, B8 i NKO40 i DL R =
PR A BT &, O R R RRMM AR 35 1)
B RIE T SR LA S BRI RS

ZE L TR B B R YT T MM IR YT A Ok Ay
PEARL , B B KR, — S8 I A I B S B iR 9T
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