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Clinical application of monoclonal antibody in multiple myeloma
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EREN ERALS —FERFRAEER LR A, 2 FF 8B
EHeg e 24,58 EHEEMEEAFIT, BRARRENB L
HESABTHBOLTH 54X, SEHOGLRE KB ZABTHR
BHW LR S W R AT RERARREE, ER A HhlR
I VA B st i B 9 e Ja s 9T i T aa B AR A S T JB e B A T F AR b
HEBERNGFR, AR 200 8EH FEAE—ZTRALE S BRHE
BB ARE R L E TR ERARERRE—FL 1R . £ 43,
HERELETEIAZGRRE LET LB HREFFHF LA,
“BEAFEET CHBERAE CREFHFEA CHHEAEALTUARL
AHRZNFEFHRAL"FRER, FRAEROE. BRFHME T/FA
(IMWGO AR  FEEHGHRAELEHEATALETEL T L (K
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ik FRE)(TELRFRE)F I0RALSHHE,

% &8 #6598 (multiple myeloma, MM) & &
T PN BRI AT b G P 4 A 9 L H R s R I
WIS 2 A0, Bl A AR 1 AR 005 DL K e 2 A
T FNFE IR R A9 N . MM BB 35 TR IS B 3 B,
SR, LT T A7 B2 AT SR S AT ke s 1% H 300 9% s iF
Ji& 52k, It HLOGT AR TR 00 A 00 R G 5 9 5 R it
25, DRI, SR ELA R VR I BL] B 25 4 B R i AR
KM FE B BT R T A B 1) B R 4 M 3R T
aCE BE OB TR BT R A 3 s D Re R i i
TR 20 B, R B R T AR N — KA,
HEj CD38 B35 3 A Daratumumab DA K CS1 B
SERE B K Elotuzumab € 3K 36 H & & 25 I A
(FDA) ® it F T & 98 0 I PRIG T BAT R 4 A i
PRIT BRI Ak, Hofth— R B s B b ik an PD-1,
1L-6 .CD138 S5 AT I RIS Hr . A< OB X H
SEREBLARAE MM (I R I FHAE — A 4
1 CD38 B

CD38 2 T 2 it 5% 2% a0 Ay 11 A0 355 JO0E 26 11
LA B R A MR 3R T e 338 L S B B IR T Y B
RUFE 5, CD38 B3 P Bi A4 3= B2 1% B i 4 I8 L ol
B G 20 A S 0 AR L EE SN (ADCO)
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AR ST A A0 I B RN (CDO) | JL AR AR 6 6 4 i 75
WEfE J CADPC) LA Je # #: #0 #] CD38 1Y i %
PECTE L HETEN X CD38 (1) 8 5 B 41 1R 3 B A 5
H: N F&) B Daratumumab ., 3% 35 3F 2 7@ 19 Isatux-
imab A11% E MorphoSys 2 &) ) MOR202, X 3
BT R 4 G CD38 ARFLIREAL .
Daratumumab i AJRALHT CD38 IgG1 B0 [
POk, Mo E S ) 2E = GEN5OL #l SIRIUS W 35
W58 4 Daratumumab 5257697 52 & MEVR - B8 98 1Y
AT R UFFE . GENS01 4 1/ 11 #9149 Daratumum-
ab 7 &t 3 B I R OF o2 H E B B 1 R PE AL
Daratumumab B M., A BEFBRAEEZITF
B 4 LIRIT J7 58 5 64 Y0 I BB 6 IR 44 oK AR TR
B e it 2 .76 %0 B HR 3 BR AR HE 2 ok AR B A . E T
— B Bk 86 v, Daratumumab 38 97 5 & M 0. 005
mg/kg FWHEME] 24 mg/kg, B WA B N
R 1~ 2 PR OC RN LA R R SR R AR
W PRIME 1T e A5 S R 434 v R DG B g & AE E T IR
i v 9 TR] A BB PR i B 45 ) Daratu-
mumab, J§F—FrEtH, Ll 16 mg/kg 1 8 mg/kg 7
B HEATIR YT B SR i Sk 36 %6 Al
10 %, X — It PR 32k 46 45 SR 18 B Daratumumab 7F
HFHm -zt R, HEBREEZ S ZEIRITH



.« 504 . i a3

7 % 30 &

S

Daratumumab 15 B A FL25 36 ¥, SIRTUS i K K
554 Daratumumab $L.253R 97 & & xE iR B 868 1 11
WIm R A X — R L A R O BE A
ZA 5 L MIRIT TR, Hoh 800 iy B E A2
it AARFEAR L 95 V0 YRR X G g2 I Y AR AR T A
PO S0 24 5 63 V6 B BB X IR I BE e 24, 48 Y0 1Y
BT R AR KT 25,31 % By B & X 7 30 L ORI B
JHe A S BE e L R AE A7 oK 0O R 2h W] i 2, 4 52
Daratumumab B 25 V897 J5 . M A L F ik 29. 2%
(31/106), Hh 3 f] (2. 8%) B # ik sCR, 10 fi
(9. 4%) ik VGPR,18 #il(17. 0%) ik PR, H i Jo it
JR AR (PES IFE R 3.7 AN A s BAEAFE (O
17.5 N H R E 2 14~ H . Daratumum-
ab 7E B E i 52 Pk R AF IR 9T A AN BN I K
ARy 30%, Hoh 3~ 4 GOR BRI H B A
23% . A2 WY RBE R A A DG OB, o 590
3G, (E R I IE 76 [F) B X5 J7 5 2k
TR BE e T 245 19 f8 3% 1, Daratumumab B 2536 7 1/
AR E 26, 4 90 B S A R I AE TEMETR 1Y R
RPY[w Bsf X O 0 R IR R e YA B R L R AR OK AE
A4 Fh 25yt 25 1 F. 3 1, Daratumumab FLEG R YT I8
REiAE] 16. 7% Y M A %% . Daratumumab R T
AR5 Y B2 0 1 L N A LTI Y B R R A oy B
452 3k 22 2 07 58 46 K 4 F8 35 R 2 11 Tl AR 0 o)
FN B G e P84T FIX 2 S Wi 25, HORHR 7
HH A AR A X Tk SR H VR 1 B, L
Daratumumab 25897454 %%, IE B Daratumum-
ab B— N HEW HATM RMPEMEREAY. Wi,
FDA B F 2015 4¢ 11 H it #fE Daratumumab H] T
WEAE: 2 52 A0 B O 28 R 39 500 LA S B 1 Tl A 0 o R0 A
WY 3 & UL W R MEGYE MM B3 IR I7 X
W Af Daratumumab B8 55— FI6 97 & 868 1
PR REPLIRZY W) .

Daratumumab & HZ5 M G RIR B 0 B R T
A &5 5. POLLUX I PRI 56 S b 45 ok IR &
JHz / b FER AN 6 F 5 AN B A Daratumumab 697 &
KMEIARME MM B 1 1A I R 50 , Bt g A
569 B & XMER MM B # WA B E M2
1 R TT R, Hirh 16 90 09 B B a2 R IR
B o7 . £ BB BE 5 4 4 PES. BX 45 Daratu-
mumab 37 97 4 B B A SRS 93% . L HF CR K
43% ,VGPR % 33% , H A %R 3% /T gl
B 76% . B4 Daratumumab 7897 409 ¥ i PFS
HET AL H, AR 18. 4 AL EBKA N H
Daratumumab Jii , B 3 ¥ 7% 78 & 09 XUES n] [ fI%
63% . ZWF 3T 45 B £ B, Daratumumab + 2 A &
JHie / b K b T A 5T T M YA T S R AR T AR TR
BE REABIRON. . 5380 B A T B 2 AR R
KV 5 8 8 B e / b 5 K # B Daratumumab H1

2505 FRBHR . CASTOR I AR AR 5 A B 4 il 5
e oK/ s FEK B B A 5 R B A Daratumumab J63 7
2 EMERTE MM & B I I R R 58 . g A B
BHE R 498 1, BEAE 35 32 1 2 iR IT 5 & Bk
4 Daratumumab J5, M AR ZE RN 83% . EEEH T
X RRZH B 6300 XF LU OIS (e oK / b ZE K AN 2H 1Y 7. 1
N A L BE4E Daratumumab 897 4H ) F (7 PFS H Hif
WA IR #] . B A W Daratumumab J& . 8 # B E
R AR T REAIR 6120 . 72 AN B R PEAL H 5 BR
B2 3 v B S AR O IOV A, Daratumumab A 38
AR RN &A%, BA RIF L4, KT
b 2 WY, Daratumumab 3818 FDA A E K & 5%
PEIRIT 25 k% . B ET. Daratumumab H1H: At 57
25 090 B B e LA R R AR AR K S B G R T B I R
S IE R T

Isatuximab & ¥t CD38 [ 15 4 /F FH &% & 1Y
CD38 Mg Hiik, PEAl Isatuximab P25 i B 58
FE PRI R B NCT01084252 th™ , gy A %
Ry BEAT 42 52 A0 2 A A oK LR AR AR K R IR BE e DA
KA By BE RSB 25101 6.5 LRI R XETR B,
BZGIRIT A BRI 38 22% . #E Tsatuximab HE
B R R B e B b ZEOK AN IR IT B2 R MR B R AR
B 11 I PR 36 NCT01749969 H™, A #k R ik
65 %6 » 7 W A X6 W0 5 A7 oK R R TR B R i 24 1 R A
o, A RCRW AT A F] 61% , 5 Daratumumab Y
Il RI7 R0

MOR202 i 2 ADCC Fl ADCP & 4t % 4
BN A S CDC BPEH . H AN EAF MOR202
PGB0 R R O PR LA SR SRR B e A R L/
I 0 R 3 30 o A I e b ™ A R 3 352 2~
3£ R, MOR202 + b ZE K WA B R0 R Al 3k
22% Wi PFS 2 4.7 A A i MOR202 + R B
JHig / Mo FE KA LA RORIR 78 % A PFS KikF|

HA5 3 = A J& . CD38 B g BT AR v] Tt 52 5
TR 25 S B UL AR R 5 | R LY AR 1 E K RN A s
fi] 7 L A D A1 B 3 B8 3 T ROV AL ) &R 2
e, H—JrmE, i1 T CD38 1 % 3k 75 41 40 M i %
Il , Daratumumab 8 7] 5 Z 0] $E 51 A BRE A 56
B
2 SLAMF7 i3

AT 5 90 B 40 B B0 4 F R L 5L 7 (signa-
ling lymphocyte activation molecule, SLAMF7),
WK CST, Sy 4 il 8% 25 11, HEAE B 6 U8 240 i
5 NK 43R fm 2k . Elotuzumab g A Y5 &
HIPT SLAMF7 19 1gG1 Husg BEPLAR, B T i i
5] B A R A 2% T Y CST & HE BT A RS I 48
5 09 40 M FF R 4B s Elotuzumab 6 7] #1 [m) NK
i T B CS1 DT BTG NK 48 i i 3% 4 38
NK 2 B ik 40 M D+, AT & 45 B i 98 3L
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ROV T I PR R 5 R, Elotuzumab AN EH A B
250 E B IS S L H Y Elotuzumab FRIR B
JHz B b FE K By B A I R B D) AT 46 VR T Ak, SR IR B
JHe g AR R ML R R e s R AE L 8 m T
40 A AT NK 40 B 59 36 4, 111 Elotuzumab 3 A #1036
NK 2 B35 4 4 00 W9 2 AT g B P R 2 . EL-
OQUENT-2 4l 4% Elotuzumab + & [ B i / 1 %€
KA 55 SR TIR B i / b FE KSR YT 5 R METR B A i I
R, 2 21 S RO AT R 79 %0 Fl 66 0%
(P<C0.001),2 4 Hf5i PFS 43 %14 19. 4 4~ H Hl
14.9 A~ H (P<<0.001), W4 5 #r ', Elotuzumab
B EAE PES L3k 25 vl UL T 45 A W41, A 46 1
AR a2 E 17p— HEE AFEHB=>65 & &
UL B BRAE 1 R 3k e e 1 00 B BB AR L X Lok
TR FE B / b ZE K AN 2H , i A Elotuzumab J& 28 35 50K
PR B RURS B AR 3096 . [ I 3 T X T A 5T,
FDA It #ff Elotuzumab 15 & 2K A8 B fie T b 28 K A
N T2 R MER MM B R IT . o5 — T L 3l
BRI/ o ZEK AN B AN i Elotuzumab 897 &2
RMETG BT R0 1A R S L 156G W Elo-
tuzumab 41 H 7 PES 9.7 A~ H X BR4L R 6. 9
A, BHET, Elotuzumab fEA#]12 MM 3 —
LARIT R IE IR ISt E A T
3 CD138 B

CD138 R MHi R LRI 2 OB RN
AL HAE B4 LA DL K R A i R s .
Indatuximab ravtansine (INDA) i CD138 B 7 %
PRI M B 25 W . E 2GR B R MR
PR R AR A I IR A R INDA Y i 32 1
R 90NN N 1~2 ., £ hI7 2L
) 23 Bl B L 11 FYF Rk SD. 1 ]38 PR, 7F
INDA 58 B jie 16 & 36 97 52 & MER 1 B 3
) 11 I PR e b S, S 3Rk 77 %, AL PES
Hy16.4 A HEGZIF A AE AT
4 PD-1 %47

TR M P - % 1K 1 (programmed death 1,
PD-1)% CD28 WA EM A, FEFRIAAE T 4if1.B
S B L K A 5 AR A48 i 2 T S — ol S A 2 410 1
a3 FLA MR A0 i 3R T A BC iR PD-L1 45 & 5 W)
T e S . BESEIESE PD-1/PD-L1 {5 5 76 &
R th 2 I8 S H . BB R A i B R i AE E PD-1
FECAR PD-L197 , A, PD-1 o] 7E 0 & B iR )7
B H0 $T JR . Pembrolizumab (PEM) 52 A B 1k #
IgG4 PD-1 553 B U4 ] 1 4 B B PD-1/PD-
L1 BN, & 3E B 8N, — I Pembrolizum-
ab BXA R JIB B i / b ZE K BN iR 97 52 R ME TR M B B
R T WG R S, g A 51 B R
53N A2z 3 iRy R B
A1 Y6 1 BB R R B T TS 2 L iz TE 9E P, R A

FIKT6% H AV B EHERAE TIHRITHEAR KR
B KA 3 G R R B R 65% . S5 A
Th B iz / Hb FE R AN IR 5 VR IT B R METR 1 iR AR
H O R R R 60 %0, AN BRI A 4 KL 41 I U
A B A DL R R S
5 IL-6 B

11-6 J2 20 5 1 5 980 40 e A7 0 O 42 0 34 3 1Y
K EEAN M I, Siltuximab Ry ¥ 5] 11-6 4 80 78 [
Bodk . AT KRR 8 & B, Siltuximab J R B A
2 SRR 1S . Siltuximab 1 HE ZE K FA B A F
FWHRITEREMEEBEHE MM B %, AN E R
11%27  ZE3PAE Siltuximab BE A& 818 e K G 97 &
R METAPEE BRI AR I R S AL A
BORA 55 % FERIS B BRI R R B SE
HIGIT )7 %8 R Siltuximab + B8 45 K + Bk 22 +
e X AT 7 S IR K + Sk 22 1k
JeAS 2 4 ST BOR 4 R 88 26 Fl 80 %0 . 25 5+ T
GiitFEm .08 Ml PFS 2 R LG ¥ X, H
Jn A Siltuximab 5,3 Z &L FERIEIT A RN A
fr s

H FTEE X B 988 4 i 2% T B8 B S SR B
FR I H A 4y 7 1 — Z 30 B T B B AR E A R AT
B R A 9% L 3.4 CD40,CD56 . ICAM-1,CX-
CR-4 .BCMA .BAFF %, Hli RI7 8 e % WA A
W A B0 IR 5
6 RE

BT REPTAAE Ry — 2 48 A I BL ] 0 Bt B
ALY BT T B REIRIR YT OB R L L DL CD38
HrEpEBUAR AR R E B & IR R T
A T AR R A B R 0 M L 5 ke TS B e R R A
KA A N — 2P 3 T B Rl R A
THEWZ WS, SR, AT BB IR YT
B BRI I T AT A TR UG B B L AE ARV 22 1 R [n)
AR A 7S T LA R 2 Rk DL i B
T REPUAAR s Xt A5 e 1 F A 76 I SR e BE BT S
A IR T B AT I A0 R 5 E R SR I Y B
i [ TR R ER 25 1 IALAE LA % B R R BE R R
YRR AN s Bk CD38 FAHT AT CS1 g Hh , Ho Al 541
n CD138 34T . PD-1 gt . 1L-6 H4T I IR I FH 1
7RO AS A T T 3 B T A A% A 10 A R AL A1
VLR HR A 25 1 S AR A & O S0 02 o Ok 7 B EE N
fiff PR B ) R, B 2 R R R 22 7 T 1 L o o B R A
e A o7 FH o A 305 B 3 3 3K B B RO [R) e 456 20 S B Bt
TRIEATARALIR ST B B8 RORE s R T, 4
K A7 A0 B B8R IR YT B = T .
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