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Z K VEE 58 (multiple myeloma, MM ) J&—Fh 2 4
Je A FERE NN , o0 s B SE R S e BR A 1, WS R
AR E AT, CFE B = B ILAE R BIA B T RE
AAEEN AR IR GEHE 5 UL IR, R %
JIT A MR Y 1%, 7 MR R GEMR Y 10% > . 2 &V
BEsR WL T B4R B, 85% W B H 2 Wi 4R I 3 55
% ,60% M BHFH I 65 417, BAEBFHMABRI 2,
BIFREZ DRI R 1R, BRI 2 R M
e AR AP . BEE BT BRI 2 A T B
B, I HRSEIRTT 1Y I, 22 T R SR Y TS
B TR . BOERERUA R BB SZAR T 40
2 (chimeric antigen receptor T cells, CART) | 9 % K ¢
AV TR0 b e 2 T A T T PR . AR SO AR S A
FEIUR A I S — 250k

1 B

SN A L W RN TRy WK I S N
JEALHY CD38 FAHT, 3 B UE AN IE S AR B2 2 &
P B R A B R MENR 2 R MR 1 BB R (relapsed re-
fractory multiple myeloma, RRMM) {8 . 7E MAIA W53
dr, Sl T RE i L Hb ZE K # (revlimid and dexamethasone,
RD) B & BUARIR G 15 T 2 ICERHUIRY T A& 15 R A8 1B
CIWrE B R S IR T R U T Ry Je i SR A A
HH (progression free survival, PFS) B g EH (R iK% b
31.8 A)"'. 7 ALCYONE BF5E i, >R FIA B 1A K | 5%
B KA G BRI T % U T, PFS W]
IR (36.4 H 1 19.3 ). POLLUX WF5EH, R

RD 75 RIS BRI I T Z U RHTIRYY RRMM, A
ZICHGURA 4 PFS R AER (44.5 A 17.5 )7
KR ZIURYTS B R AR T A CD38 254 il it 4t
PR %) 48 A 19 48 At 75 7 (antibody—dependent
cell-mediated cytotoxicity , ADCC ) FI#MAAK 6 1) 20 At 7
£ H (complement dependent cytotoxicity , CDC) , 5 55 1
AP BB AN . BRI Z A, 3R ER 2 U BT LU AR
CD38 ¥ 154 T 4 Bl (vegulatory T cells, Tregs) , T 4f fifd
At 2 yE Y 1Y, IR 98 TR — (interferon—y , IFN-
YRIIARE S o TS SRR R Y RIS RS 36
W ICRPL S BT ESE TS 32 1K 1 (programmed death 1,
PD-1) BT HA B REHS . HATIA S Z IRy &
PD1 B40IHYF RRMM B llm RBFFEEAESE T

oAt 1y 56 [ 2 i 2 4 A5 38R (food and drug admin-
istration, FDA)#tE # H T9097 2 K 1 B R A9 S 40
i elotuzumab (PLI5 5 bk E 4TI 50 F F7) A isatux-
imab (§10 CD38 #1470 ) , EE T RRMM. EATH1EH]
HLA AN A R 2 JL T, BR ADCC HI CDC FEHIAN,
WA FRER B TEE . Elotuzumab H25¥7 &R R, [H
R RS JBE Tie 5SE T B 2 g K 5 A0 FH R, 7 R 4R T
(PFS 43 %24 19.4 A It 14.9 H :10.3 J Ik 4.7
Fonem s RARf K M ZE R AR G BUR B G isatux-
imab i 7477 RRMM, isatuximab ¥% & 41 PFS B & 3
i (BEAIRE] 1 19.2 A)™

2 CART4BEEYT

CART 402X - B R N 43 25 10 T g2 A T84

FATH  E R A SRR SLE BB H O H 455 : 81470314, 81873435)
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PIEAFEIAY , n] R SRS IR R T A 2T, Il 25 i
Hle RS AR DI AN . 2017 4F FDA it CD19-
CART 40T 52 & W TR R B 20 g bk L2 0 =i 2 ik
EL 200 M 1 M5 RS 0, UF 9 1 A A P R
] B 40 i i 2Pt 5 (B—cell maturation antigen, BCMA)
) CART. BCMA mRIAEBEANIAR N, 25 B ik
ELA e I AN . R A T —3 BCMA-CART
A MI3A 7 RRMM B9 T 311 BRAFE ™, 24 ) RRMM i
%32 BCMA-CART /77, A7 RET 17.4(0.9,38.7)
A BZERR 87. 5%, o 79. 2% B F IR F 58 4
%ﬁ?(complete remission, CR) 8% ™=4#% &= LY CR, T {7
PFS A 18. 8 [10. 1, JEi% ¥FAl (not evaluable, NE) | H ,
s A 7 (overall survival, OS) M Ak 3 ; 26
T, 62. 5% 11 58 5 3 3 A A PR BT ZR A AIE (eyto-
kine release syndrome, CRS) ,{H7JC 3 g & L) = CRS &
Az AE I Z IR B AE 2WIR YT IS B CRS 1R 6
PN SECESIEE i

ZAEIRAEGE S BH  CART 4 4 14 Fe Ji
AT SN fi T TR 8 B , T35 Ao 47 7 U4 L 4
FEIR Y B8 rh B ol B AR I T A AR A
G REMHRAS | BUAS W% CART 41 i v] 6 564 A1) T 40
My HE . 5—Fh S CART J7 AL 7 2 208/ CART
£ i R v | A o B A A A 28 1 78] (immunomodu-
latory imide drugs, IMIDs) A3 % 875 B9AE T, v 3% T
ANME TG, T RES 8/ CART AN py#E3E 1, SR1M, X
BEZH 5 07 S8 E ik — 2B I R ETAIF 5T, LS R H 7 A%
PSS

3 XWWiFHRMEmE

RURE S PEDTAE 2 MF 4 T 40 GE 3 454 T 4 i
FTH 1) CD3) i 8 4 S Ve B Dt (i R A 8 R
BCMA) , & HAZ R PURR AR o de i WL G 45 4 2 XU
WS rE T 40 M9 fE 2 48 (bispecific T cell engagers,
BiTEs) , HAVEL S Hi ik iy Ffik SR RE v A8 X . 75— 1
1500 2 I i PRAJF I o R B, 42 (911134 4 kT 24
) RRMM #3252 0.2~ 800 pg/d ) AMG420 (— Fif
BCMA BiTE)JAY7 , 7€ 400 pg/d FI 41, 10 BB #H P
5 ) g 3 3k B BN R B 4 (minimal residual disease,
MRD) B B CR, 1 Bl i85 3k 2 AR 5 4 00938 23 2% it
(very good partial remission, VGPR), 1 ) 2 2B IR B
2 it (partial remission, PR) , B\ W F ik 3] 70%, 1 4
PIFF SR I T SO RFEES TR 5.6 ~ 10. 4 H 5
42 B, 2 B ST AN R F A4 (adverse events,
AEs) , BRI GTEC, H W) AEs A& (12 41]) |
CRS(3 i) Fil 22 #2295 48 (2 4] ) o Teclistamab Jf& —

CD3-BCMA XURF S PEPTA . 165 ]34 5 2Tt 25 1Y
RRMM #5Z T Teclistamab 477 , ¥R (14. 1+4.5)
H PR K Lh FIFRCH 63%, Horr CR M VA 7P
39.4%,26. 7% (1) % MRD FA¥E, sh i PFS Jy 11.3
(4.7,NE)H ;% VLAY AEs t45 CRS(72. 1%) b 2
Ji ek b (70.9%) | #% I (52. 1%) Al A 70y He 9 2
(40%)"' . AMG 701 j&— R 32 ) BCMA BiTE,
SIS K B IMIDs Al 358 AMG 701 A 4T #6854
N, 9 2% BER 0 52 %1% . BCMA BiTE Al IMIDs Bt
I R 58 (A o

4 BRENERMEH

FEIEH (A4 RS , G g2 A0 2 o 6 3] 4 328 7~
FARY I AL 0052 T it e . 72 & A
S AR, e 20 L 2 b VA S A A S T AR 3k B
kIR AE Y H R G W S BE A A & PD-1, T
Y 2R G PD—1 RS 40 it 2 3k 1 FE P MR AR T 32 4K
fidf& 1(programmed death ligand 1,PD-L1)Z54 , il T
S 6 ) T A B B R A0 B v Rk PD-L1, R H AR
PERRRPLE 22—, PD1 B0 FA 25157 RRMM J7
AR, R PD1 BRI IMIDs A7 B [ 4R =
HLIG PRAFF I A B0 WG 24 166 A5 25 14 hn 2 BIE LB IR OS.
2017 4F FDA B 15 T 3 AN G 1Y R AL IR A 557
I AR G AF 5 $27% , A R I 20 i A A s 4 PDL #A
BT R 23 4 G2 A e B[] 20 oy 7 R B A I R
WFFEIESE . B S0 & B, PD1 BB 15 IA 5 20
HPA- TR EEE o SR AR — 00 1T 3 PRAJF 5%
L PD1 SRR A3k TR 2L BTIRYT IR R Z U
P i 25 ) 22 v i B R AR A O I A I R
I G

5 PMEEE

S 6 e U L A URE R LR 9 4 i
(dendritic cells, DCs ) ¥ 1 R S8 ALBTJFRE 1 55 . G sk
P22 T PR A PR AR TER o BT LA IR | 25
Ty v ) HoA iRyt - BOBR S0 o H i f LB A9 156
BIRYT T G2 A RIS i T 20 M RS A S 42 Fh DC/S- iR TR
FeAZPET . AR, 24 BIEBREIEZ T X FMIRYT
T5 %8, 78% (L F AR1F CR 8¢ VGPR; 7E T A Al PFAL 14
B P E BRSSP CDA'T 4R CDS'T 41 4R Y
BT 2 U EARE AR TEOR 4ERRRYT IR
L HTA PR BB TERE R 3 A IR AL CR,
PR PE B T EBEE U IR B A AT BRVE T . A
K Z PO BEHLIG RBFFEEAE AT, 25 R NITE
L PR A1 M 4E VK ) 3 I T (granulocyte—macrophage
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colony—stimulating factor, GM—CSF) ] AE B e e A e
MRPURE B 2235, FH T & GM-CSF 43 W | 14 1A
J7 J5 3R 13 #2 3% CR (near complete remission, nCR) J7 %%
(1) 22 J Pk i R R, 0 R IR B Rl 4k R v o7 I () 422 b
T GM-CSF 4 ihgE i, 8 1l i # (53. 3%) /& 1145 CR,
HRA BT 5(3.15,8.43) 4, PFS %A A3, th A7 0S Ky
7.8(3.51,10. 85)4F ; BEVT £ 7 4, r A 4 H4 46 ) 5]
GM-CSF 73 W FE Wi 5 2 W e B T A0 3% 5 iz i 5%
PN, R TIB B e I B GM—CSF 43 WA, Al LA nCR
(%) B B R B 8 SR R A 1) B 4 T 1 R K B[] ) 9
Pl 2

6 M

M =A

FUSEREPTIR . CART OBURE S MEPLIAR G2 A A A 10
il 300 R 2 R B AR Sy B AR T 2 RS AR
IMIDs H [F]2B%— i I, 9 s i R A i . B ik
e I T 4 MR A B G g 400 DR A K B 1 e g
A, N HA B S IR YT T B AL T B AL s IMIDs B
BEBUAAR | G o A I 700 P 1S 58 T 40 B R NK 20
()68 ; CART 41 HA 5 R bea- Be Ve, oAl
Yo B 15 T BEA] fE S S 2% CART 2 i A AL 3 , 184 in e
Y7L 5 IMIDs 1] 23 1% 5 ODURE S BT AR () Bt - 3 98 2%
I, SIEGEPR R 1Y 52 5 kA B R 5 T AT T R T e
T BR G00 INER B kD7 AR AR TS T o JREBEARCKE , — 7
T it 25 T 114 G928 25 0 F0 5 s ) e B, g — T T B 2 B0
A RPERIT F B A AW 0, X K X — i &
Rz [, 22 % PE BRI A AR RS T i I B
PRI 18— ol P o
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