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Abstract: Multiple myeloma(MM) is an incurable plasma cell malignancy that repeatedly relapses.
The use of targeted drugs such as bortezomib and lenalidomide has significantly prolonged patient
survival. The overall treatment of MM includes induction of remission chemotherapy, consolidation
of maintenance therapy,and induction chemotherapy again after relapse. The regimen composed
of three drugs with different anti-myeloma mechanisms is the cornerstone of MM-induced remis-
sion therapy,and the bortezomib-based regimen is the preferable protocol for patients with renal
impairment. Newly diagnosed MM patients younger than 65 years of age are advised to undergo
autologous stem cell transplantation after remission,with lenalidomide or bortezomib as mainte-
nance therapy. Patients with relapsed and refractory MM can be given previously used chemother-
apy regimens or receive new drug clinical trials. The use of CD138 monoclonal antibodies or new
therapies such as Car-T has enabled the treatment of MM to step into the era of targeted immune
therapy , which will further deepen the remission and improve survival of MM patients.

Subject words: multiple myeloma ;remission ;relapses ;targeted therapy ;immunotherapy

Z KB B89 (multiple myeloma, MM ) /& — Ff A AE A 700 L B g IR T ) A5 ) 25 9 G
MR A R R SR AR T 10% i MM B E WA A 0 35 iR E R H il
) B i [ S AT 0 B8 A7 A 2 2365 A I S ) 3R 4 LR ) 5~7 4F H MM 35 19 5 KA 7] sk, MM AT S —
I i T B0 5 U0 AE (=2.875mmol/l) VE I (WL RS FTVR R BN
I = 177mmol/l) | B 1L (ML £ 25 F1<10g/dl) i B 1L A
Ji R AR RE AR (XK CRAB SER) 2 —1, REH 1 ez A EBEREBRISTT

BB L s %I KEFT 8844 A3 E (20170006) L e

AR T, B, T 6 B R R 8 67 B EAR R R BRI R 25 N
E R W B, dbxl W LK LR B 5 5 (100043) ;E-mail : 2T N R AT A VAN, AR E A IR T
huangzhongxia @sina.com T

o7 B B :2018-06-12; & [l H #8:2018-08-03 F% ., TRk . SRIBEE G . VO A BE R 2 B TR YT

952 B8 7 5 2018 4 5% 24 % % 10



MM [ — £ 259, AS[RIVE AL 245 90 40 1 1
SNBSS R MM IRIT I BB 4%,

X TAR 5% Y S8 G A8 R B T 20 RS A
(ASCT) [ MM B JATT7 I & — M6 4~6 A5 1)
M7 R I6YT BG4 T AR T 40 B A (ASCT) JL [
Ak DL R dEREIR YT, MR 2018 4F NCCN 48 R 2,
5O R DL K (V 3 PRI BE e (R) /1 ZE K
P (D) (VRD 5% PRD) 8l 5 £ K/ B] 25 25/ Hb € K A%
(VAD 5 PAD) I8 8 e oK /b ) B g /b, 5 K B
(VTD =% PTD)E R BL 2R B 1 1 B3R et T &,
— RS 25 1Y BB T 45 T R A K /b FE KA (VD)
B K R B e /4 FE KM (RD) Y 2 2507 %, 45 R W4k
ISP IR VARG I8, IR e oK il O 2 2R 9T MM
HHBURASBENERBITT TR B, BRI
ASCT JG 44T 2~3 NIT BA MM ENR T & B
HE—2 > ASCT Ji 5% B AR 1

X F AR 5 1) MM B3, 551G (M) ALK JE Fa
(P)5 V0 1 5 e o R A oK 4L 1) MIPT 5%, VMP J7 8
ELARHLHE A Bz Wi 2 4- MM 3 (RiE & EfT
ASCT) I PRHEIR YT IEHE . & AF 83 I 59 72 B 2 e et
i 338 A% 2 RN 1SS 433015 e B A7 (0S) B
T, R 5 R A Y SR T LA AR AR A Ak e
B X TFORIE AT ASCT A3, VRD 3¢ VD 7
LT LMER 1 283 T e 2™,

Zoid FIRVATT I DA e, T ORI i i
BRI TAERRGYT, WHT P A A] s 28 1y A
FEMARAS T 1 2KIGITF e dERRIRYT A ] —
S 1~2 Ao B IE EE

TRYT A BT ROEAR 1 32 BEAR AR A ISR Y
M 2 K, T Z 45 A CRAB Y I R B0 1Y i 3%
L . B v o R A0 R R i S S AT RS 1 4 /)N
FEJEAE  VEAR B TR0 2 (PR) (AR 3 4 19 58 40
G (VGPR) 58 & 2 fift (CR) Mo 51 A ML Wi 15 e i
(sFLC) il ™ 4 58 2 28 1% (sCR) . BRAH (97 0B oR 1k
FZ /> PR, HIF R 45 6 A LA B, 35%] VGPR LA
IER B S T — K ASCT iR97, WAk ASCT
AT RO RELERE 18 N H , REES — IRk ASCT IR77% .

2 EARMEEZRMEEHENGST

21 EXMEBMEEEERE(RRMM)HEX
MM F4) 52 % m% 08 e 10 4 2 ok 3 B 2 sl A S5 B

Mg 2% 2018 4% 24 5% 10 #

W HEIRYY, WIKE R FEREHFHK BT MM
R CRAB SERZ —, MEiRPE MM (RRMM) 7 &
SUR R ROR T SO R BRAE — LRI B RE M
HHATFE 25% 1 U NE i (MR) J5 , 78 60d A i 2L
T i HE g M AR H KT 25%0) B D
BMETR W2 SCA I AT IR T # A BEIA 3 MR 1997
GG
22 BHRBELZEEHIE

IRMFFTE R, P 4 AR R G A 5
Y fe BE S 2 MM A 28 HH RFAE . MM & ) 30 5 2L
A AR 5 PR 2 el AR ) 3 e B S W SRR TR S T AE
o A R I BT B AR ST 4, ARSIk R ) 1A
R B — T 24 0 3500 7 b 0 8 35 7 488, i 5
MM kR A %, Weinhold %55 (1) fiff 73t 3 1
B I A R A P AR A B TPS3 5H: Al 410 988 ik A
PRGE XN R O E B ¥ R A N E I BE R (I -8
PR JAE 30 MY.C 2R 9T, DA -5 350 AL b 20 98 1 XL E
T (double-hit) . P51 B B R 19 32F JR A G 38 7R SCE
R8s, 05 [ 114 S W 1 00 R 95 A 5 B0 0 S DB 0
it 24 1o

UL A, MM il 1) A A 55 ON PR e 928 5k B 5 B0
FEWL I RE TR 55, 76 MM P B 41 (OC)HBR T
FECH IR Z A i R A N R R R AL
HREFE A S OC ILRmAEH, f ki B8 rh fe e
il 23 1) e e A DT 400 ] R O 5 v T 40
Tihe, S8 MM 40 e Sz ki 7, An S5 R BIF 5T K
B, £ MM 1 OC il i b8 565 K 2 5 85 PD-L1
A CD200 %355 T 41 L8 7= 5 0C 43 06 20 i[5+ 4%
)2 1 B 5 AR (APRIL) B9 77 4F | 2% 2 5 MM
Y ffe PD-L1 (335, EE A&, Bt CD38 M iR PLiA
SAR AT A4y 5i ik OC s Ze Ml /e, ik 2
T 44t L ) 248 2 P e D g
2.3 RRMM £&H G R HHIEE

KTE KR MM EHF IR L, R 2 &
BTG ol ™ LAY CRAB REAR , 250 57 B A5 3R
7 RS R A E DR 3 A H DT — IR, T
P s o S N O 4 L o N (1 B2 15T A
H S gl A R E R B DU T
fA] — 300 . (1)M 2H 53 N A , 46 HE = Sg/L, (2) 34 i ifiy
H M & B 4858 K P =1g/dl 88 M & FH =500mg/
24h 5§ FLC 7K =20mg/d], s 77 76 25 KU K 2R A9 1

953



Journal of Chinese Oncology,2018,Vol.24,No.10

DU, A2 Wi A7 AR AR 2R M e s A7 e B R A 28
Ty A B A% 114 KURS: SR 7 N R 35 % 2 228 40 del17p
8 R AR AR AR R B BEIT LR TR YT

24 RRMM B2EWXTHIEEZENEE

XF RRMM (835 3R T , B0 2 2% B EEE IR YT
T3 S0 H I AR (CANBETEIR YT J7 S B0 A AR
JERIRFLLRT [R] | 2593 MIVE R W ph 28 58 | il =54
S5 ) A AE s e iR T B,

XFFHEAT ASCT VYT IR, TR TR YT IO NE
Wy R B e e, AREAE T B AR AE AN TR
(7] Fofr 8 11 B B B D R BR AR U, PSRRI B4R
T4 M RS e B o A T A R RT RE AR R A A
FE AT IR TN 2 0 2 200 i o e J AR 1

T R e MM B E E LR M E A
() 4 T REAS R, AN ) R P B v Ui B A
(sFLC) Tt , PR R 5255 6 3% (LCE) o Kraj 55 242 i
LCE B4 38 % BAE = M Ak y7 5, &3 i M
K B E BRI CRAB SR E N E , X fE—
SERRJE I RO T PR SO R ) A, X SRR W
W mI i B LA R o A 2 1 21
2.5 RRMM BT A RKIESE

XF T RRMM &4 0] 38 8 BE A1 AR 2o i) 24 4 5
HATR, FERBFMZ AN EH d I =BT ik
IRIT R JRTT T R RRE H IE S AR
AR — &R Ir % (B0k A 259 26 51 1 HoAh 24
W) FSERTE A A 25 W R AT PR T il 2 T
10 AT ZAR I — 205 IR 7 AR TR B 2R
A [A] K 5 Bl O LA A, A0 SR DR 15 S R A 58
A R T 6 4~ A T LU RO A 80015 5 &
P FIRIT

TR B 22 1Y) I A 2% W U8 B2 A9 TR 7 g 280 R g 5 B
U B JCHE e A= A3 (PFS) AH OGS SR 1T 7E I R T A
H,CR A R RLTEA MM S8 25 95 9 55 5 22 1k
WUNER B (MRD) J248 MM B ETERYT B 2L 4
B CR R 10-6 DL F B98O R — A%
J 18\ A8 24 RS 5 T 1 0T 8 B ) e 4 e A
FE R, AR AR (NGF) AR P (NGS)
o PET-CT %% JH-F MRD (01 IMWG H 81 T &
F MRD W9 7€ CR LAl [ 5™ k% 1997 bR ", MRD
BHPEAR ZS X T PFS A OS 144 il J5 # (4 3 #8 33 CR
() 105 A (7, I MRD FH b 2 MM 2 & 1) A i
Z—,

954

3 RRMM BEEHANN A

2015 4F J5 8 — 10 24 W A ) 2 B s B B A e 2h
Yo i FH A RRMM 897 A T 8 e, i MM 134
JPEAN T S S IR 7 AR
31 #F—REOEMEMEF
3.1.1 F3E4£ K (Carfilzomib)

B [E FDA St > 55 —ACHE F B AR 1550, X6F
NS A A K 1 RRMM (838 3 R4
J7 %, ENDEAVOR # 55 £ H 899 i) RRMM 3, It
BT R AR K+ 3 ZE KA (KD J5 58 ) S K+
FERMNVD 7 %)iAI7 RRMM Ay I R 156, 25 R
8 KD 5 VD 41/ 57 PFS 43 51k 22.2 4~ H il
8.5 ™ H ,KD 4 BT VD 2H(P<0.001); J& Fil #f 2
AR 1~2 G H /UL R 2 e 2 OG0 W 1 25 ) 4
Y
3.1.2 4R 4% K (ixazomib)

SRR — A H R AR R o FDA 2t
WEIL I T B2 3R 7 I FH o6 468 28 11 0 410 o) 590 R 4
PEJE T AT AN E K B MM B 3% . Moreau 25 'SBF5Y
XL T #:3%Z ixazomib+ A A e + b ZE K s (ixazomib
2 ) B2 Bk 3R 4+ SR TR i+ by FEOR A (B BB ) IR T
RRMM 11 3 #1Ifi PRI 5, ixazomib 21 5 %2 &L 57 41 (1)
PFS 434 4 20.6 4~ H F1 14.7 4~ H ,ORR 43 5l A
78% M 72% ,ixazomib 41 CR R Fl VGPR 43l Ky
48%F1 39% , Ixazomib Fx KAGH 2 Ok, 1E & #Z4F .
B 1 HE 55 A 38 5 0 K 24 0 0 T B Ik 4 245 DRIHE 1 AR
H, R,

32 H—RERATHY

11 5 BE & (pomalidomide) f2 55 =X f 58 98 15 51,
Dimopoulos % " #17#Y MM-010 (STRATUS)HF 5% i
Bt 604 5] RRMM 83, LU IS BE G (4 me/d, 5% 1~
21d 252 )+ & Hb FEK AR [40 mg/d (<75 %)k
20mg/d (>75 %), 45 1.8.15.22d #4245 |9t f74k )7, A
W8 28d, 545 R R ,ORR  35% ,PFS K 4.2
A L,0S 2 11.9 AN o A BT V0 ) B2 e A IR i
e, o RER VR 5, 5 R SN/

33 BREHRE
3.3.1 CD38 #it

CD38 5 5w [T A 3 %2 (1) B 15 i 9o AL il 2 e 1

MG 14 200 A 5 0 40 75 2500 (ADC.C) BT AR K i 1

it 8 % 2 5 2018 4R % 24 5% 10 #H



LA WEAE R (ADPC) A 36 1) 200 it e 25 40z
(CDC)FI E £ 40 CD38 ARG 14, Daratumumab
AN JEAE ST CD38IgG1 H 5 B HT A&, POLLUX Il IR i
5 A7 EU IR IR B g / b FE K AA B 5 R B Daratu-
mumab 397 5 & MEVAYE MM 8 2 4 T 1 PR 56,
LA 569 6] RRMM % 40A f8& BR A 42 32 5 °F
)1 ny % 45 B BoRBES Daratumumab 36597 41
) S8 A AR GR 93%, 4% CR % 43% ,VGPR
33%, HEARCE N E MG T X AN 76%™, 1t
Ah , Isatuximab J2& 4T CD38 [if i ¥4 /E H & 58 (1) CD38
B v B BT MR, MOR202 Wil 3 ADCC #1 ADCP % #%
P H BRI O

3.3.2 & 2k £ 4 (Elotuzumab)

Elotuzumab J& $1 CS1 B4 55 [ P ik | FHHE K
SLAMF7 f£7E 75 863 40 f 0 NK M 3R, @
PO NK 20 6 348 i LA 5 A0 40 ML B2 800 (ADCC)
FH o ARAURT DA 2K 968 240 L, 348 v 8005 NK 40, 42
1o HLE R GE PO AR . 1 WAL T ELO-
QUENT-2 #iff 58 (NCT01239797) ¥4 T Elotuzumab+
SR FE e+ M FE KA (EL) 5 30 I JBE g + Ml 58 K A
(Rd)7E RRMM 997 88, iZ i e v B T 646 i 42
Zak 1~3 NP RALIT A9 RRMM B &, FEALS> R 7
4 ,ELd 2 ORR K 79%, "1 PFS 2} 19.4 4~ J1 ,Rd
41 ORR N 66%, ' {ii PFS & 14.9 4~ H (P<0.05)™",
3.3.3 PD-1 347

o BERS AT 1570 7 PD-1/PD-L1 1 MM % 5 55
Ik, R G 00 A 5 B T 200 B T e R ek
REGRE R F AL . IR BB (Pembrolizumab ) /2 32
[ FDA 2017 4F 6 H 4t (9 55 — 4~ PD-1 42 3% K I
SAMHIF . Badros 55 = HEAT Y B ALy 2 WG PRAFF ST
4N 48 1l RRMM B & |, P AL4E 1% 64 2 Hoh 73%
Fz 57 35k G 92 RV R0 K B 1 AR A R R IR T, 0% 4z
Zal TR, WS VEAL TR B SRBA D E /
M ZEKANTE RRMM H 9728 455 ORR R 60% , H:
H CR 8% ,VGPR 19% ,PR 33% , v % isf [a] v 52 50N
147 4~ H . BT 15.6 4~ H B, PFS Ry 17.4 4
A
334 IL-6 %tk

F1 20 i A 22 -6 (11-6 ) S £ 142 4F -7 46 U8 4t i
B ANAE S 09 40 I R F | siltuximab A AR AL 3T 1L-6
PATTREPUIR , San-Miguel 55 58 H 4h A 106 9]

Mg 2% 2018 4% 24 5% 10 #

HHAES TR AR, M2 9 4 )H
W VMP (IR {4 K /2635 C AR JE R ) 8 VMP Bk &
siltuximab (% 3 J& 11mg/kg) , B J5 #£17 siltuximab 4t
¥i¥6 97 . Siltuximab+VMP B ORR Jy 88% ,VMP
ORR  80%, W% VGPR 435}y 71%F1 51% (P=
0.0382),
3.4 Bion-1301 Bi7

K EAFEPUG A S SRR (APRIL) 09 AL
A 5 IE S BCAR (APRIL) 2 i gd YR8 A 7~ e 44 82
FE A B, 0 5 H Z K BCMA 41 BAE 6 T
KAML 731k & E A AF A A D APRIL B 32K
BCMA |7z T 4 5 Hb 2 35 T MM i Jg3 4 R 35 1, 2
A H B RIR T A
3.5 CAR-T

CAR-T ¥RY7 ¥ B A B 8E % AWM T 402
b AR A1 A B TR S R I 4 R s, R AT K
Y, £ 5C BCMA 389 CAR-T G Y7 5% “bb2121
RIT B RMEIR 2 T R R, AN 21 R
(37~74 %) 12 MM T2 B [ 24 5 (1~16)4F , . %
A bb2121 CAR-T J&97,18 B iFAs %086 (1 4 H)
(R R R I, S8 3 67 9% e XU B4 40 i 35 1%
1% (15/21) B He52331697 . 29%(6/21) % 5 FiGI7
5 % (RS A oK/ 008 38 W/ AR AR K 9A 2 JBE g /C D38
BT TCRL, FE T 4 Dk HAR T 4 MRS ARG T .
58 245 R B BUOR N 94% (17/18) ,CR Fl VGPR
I35 22% (4/18) Fl1 38.9%(7/18) .

4 MM igfr i fF i — BRI B 18] 7

(1)MM & 97 (1 o 988 G e i R B8 v A 80 4 i
500058 N R AN | A0 AR AN R T Ak L 4
JL A B 56 FR A L5 S A, [ I ) o7 400 i % 5 e
TR BE A MM BEAR YIRS, (2)MM Ry {42
SEH e B AR S MM 3 B A s R A R R T
JE R R K25 FEEF Z —, (3)CAR-T{RITHY
A s T K LA A MM A 8 3R T b ) A
PEFR, H 55 300 5 0 2 2597 36k B IR 97 b 7 o8 7o 0 —
HEWESE . (4)MRD B8 IMWG T 1938 MM 1477
IT SRR UE (DA FE R I (AR AL ), (5) 4ERFIR YT
B 259 L TR e H A A 75 Bk — R

B2 TE MM H i A T - 20 RS Al TR [

955



Journal of Chinese Oncology,2018,Vol.24,No.10

RI7-AERHIR T M K5 HAE IR T AR T MM R
EFBRIRTE AR ETTARLL K CAR-T 4%
ATE S EERLEI BT 25 5 e i & B4l 5, i MM
36T FEE G T B8 AT S 0 iR T I AR, AT
PABE— B IR MM i85 B9 G2 i % B2 s A1

SEH .

(1]

[10]

[11]

[12]

Kumar S,Paiva B, Anderson K.C,et al. (2016) Interna-

tional Myeloma Working Group consensus criteria for re-
sponse and minimal residual disease assessment in mul-

tiple myeloma[J]. Lancet Oncol, 17(8):e328-e346.

Kumar SK,Callander NS, Alsina M,et al. NCCN guide-
lines insights : multiple myeloma,version 3.2018. [J]. Natl
Compr Canc Netw,2018,16(1):11-20.

Weng X,Gu C,Zhai LN, et al. Application of bortezomib
to the treatment of multiple myeloma [J].China Cancer,
2014,23(8):674-679. [£7 70, i , 7w 46 , 25 % fe KA
2 RNk B R IR T R T[] E R, 2014,23(8):
674-679.]

Mateos MV ,Ocio EM, Paiva Bet al. Treatment for patients
with newly diagnosed multiple myeloma in 2015[J].Blood
Rev,2015,29(6):387-403.

Weinhold N,Ashby C,Rasche L,et al. Clonal selection
and double-hit events involving tumor suppressor genes
underlie relapse in myeloma [J]. Blood,2016,128 (13):
1735-1744.

Bolli N, Avet-Loiseau H,Wedge DC,et al. Heterogeneity
of genomic evolution and mutational profiles in multiple
myeloma[J]. Nat Commun,2014,5:2997.

Feng X,Zhang L,Acharya C,et al. Targeting CD38 Sup-
presses induction and function of T regulatory cells to mit-
igate immunosuppression in multiple myeloma [J].Clin
Cancer Res,2017,23(15):4290-4300.

An G,Acharya C,Feng X, et al. Osteoclasts promote im-
mune suppressive microenvironment in multiple myeloma :
therapeutic implication|[]J].Blood ,2016,128(12):1590-603.
Ludwig H,Sonneveld P,Davies F,et al. European per-
spective on multiple myeloma treatment strategies in 2014
[J]. Oncologist,2014,19(8):829-844.

Dingli D,Ailawadhi S,Bergsagel PL,et al. Therapy for
relapsed multiple myeloma:guidelines from the mayo
stratification for myeloma and risk-adapted therapy [J].
Mayo Clin Proc,2017,92(4):578-598.

Zent C,Wilson C,Tricot G,et al. Oligoclonal protein
bands and Ig isotype switching in multiple myeloma
treated with high-dose therapy and hematopoietic cell
transplantation|J]. Blood,1998,91(9):3518-3523.

Kraj M,Kruk B,Endean K,et al. Light chain escape in 3
cases:evidence of intraclonal heterogeneity in multiple
myeloma from a single institution in poland [J].Case Rep

Hematol ,2015,2015:809840.

956

[17]

[20]

[24]

[25]

Hatsuse M,Fuchida S,Okano A, et al. Light chain escape
followed by leukemic transformation in a patient with IgD
myeloma[J] Rinsho Ketsueki,2015,56(1):48-50.

Chim CS,Kumar SK,Orlowski RZ,et al. Management of
relapsed and refractory multiple myeloma:novel agents,
antibodies , immunotherapies
2018,32(2):252-262.
Barlogie B, Mitchell A van Rhee F,et al. Curing myeloma

and beyond [J].Leukemia,

at last:defining criteria and providing the evidence [J].
Blood,2014,124(20):3043-3051.

Bai Y,Orfao A,Chim CS.Molecular detection of minimal
residual disease in multiple myeloma [J]. Br J Haematol,
2018,181(1): 11-26.

Munshi NC, Avet-Loiseau H,Rawstron AC,et al. Associa-
tion of minimal residual disease with superior survival out-
comes in patients with multiple myeloma:a meta-analysis
[J1.JAMA Oncol,2017,3(1):28-35.

Goldschmidt H,Moreau P,Ludwig H,et al. Carfilzomib-
dexamethasone versus subcutaneous or intravenous borte-
zomib in relapsed or refractory multiple myeloma:sec-
ondary analysis of the phase 3 ENDEAVOR study[J].Leuk
Lymphoma,2018,59(6):1364-1374.

Moreau P,Masszi T,Grzasko N,et al. Oral ixazomib,
lenalidomide ,and dexamethasone for multiple myelomalJ].
N Engl J Med,2016,374(17):1621-1634.

Dimopoulos MA ,Palumbo A, Corradini P,et al. Safety and
efficacy of pomalidomide plus low-dose dexamethasone in
STRATUS (MM-010):a phase 3b study in refractory mul-
tiple myeloma[J]. Blood,2016,128(4):497-503.
Dimopoulos MA,Oriol A,Nahi H,et al. Daratumumab),
lenalidomide ,and dexamethasone for multiple myelomalJ].
N Engl J Med,2016,375(14):1319-1331.

Zamagni E,Tacchetti P,Pantani L, et al. Anti-CD38 and
anti-SLAMF7 :the future of myeloma immunotherapy [J].
Expert Rev Hematol 2018, 11(5):423-435.

Dimopoulos MA | Lonial S, White D, et al. Elotuzumab plus
lenalidomide/dexamethasone for relapsed or refractory
multiple myeloma: ELOQUENT-2 follow-up and post-hoc
analyses on progression-free survival and tumour growth
[J].Br J Haematol 2017, 178(6) : 896-905.

Badros A,Hyjek E,Ma N,et al. Pembrolizumab,poma-
lidomide,and low-dose dexamethasone for relapsed/re-
fractory multiple myeloma[J].Blood,2017,130(10):1189—
1197.

San-Miguel J,Bladé J,Shpilberg O, et al. Phase 2 randomi-
zed study of bortezomib-melphalan-prednisone with or
without siltuximab (anti-IL-6) in multiple myeloma [J].
Blood,2014,123(26):4136-4142.

Jesus G. Berdeja, Yi Lin, Noopur Raje,et al. Durable clin-
ical responses in heavily pretreated patients with relapsed/
refractory multiple myeloma:updated results from a multi-
center study of bb2121 anti-Bema CAR T cell therapy[J].
Blood,2017,130:740.

it 8 % 2 5 2018 4R % 24 5% 10 #H



