<146 F A I 22 2022 4FE 2 H A543 5452 ]  Chin J Hematol, February 2022, Vol. 43, No. 2

- R e 3 -

Bl BCL-2 IHIFIEIT 4 t(11;14) M E R /XEE T
SREERERETUNEEESR

i BE BRIk NP OEFH

HRE R

BT KFARE A EA, T KF @R AT, B K ik R Gk e R EF BT

&L dbTE 100044
@BAE 44 : #3% , Email :jinl lu@sina.com
DOI:10.3760/cma.j.issn.0253-2727.2022.02.010

Efficacy and safety analysis of BCL-2 inhibitor in relapsed/refractory multiple myeloma with t(11;

14) in a single center

Bi Jingyi, Wen Lei, Duan Wenbing, Liu Yang, Wang Shasha, Huang Xiaojun, Lu Jin

Department of Hematology, Peking University People's Hospital, Peking University Institute of Hematolo-

gy, National Clinical Research Center for Hematologic Disease, Beijing 100044, China

Corresponding author: Lu Jin, Email: jinllu@sina.com

22 R B B (MIMD) 2 3 20 S o 8 8 0 1 S e
Jed | J2 H I IM VR R B8 R e vl ] A i b DX o 3R R
LIS/10 5, 3 20 4F3% , MM YR YT SRR T #E 25 {H & MM
IATERL. X THEEE & BFA T BRI RTT A
) 2R, P A 1) 590 B 28 I I8 Rz S )R 259, i 4
2 AR — s PR BCL-2 I 350, S 1 M T A
WIEARAER R ) 259, FEH AR MM IGTRYT ik AL
IEE X E AR . BT TR e(11514) 3 BCL-2 3%
JRIEE e METE T MM (relapsed/refractory, RRMM ) f 5, 4 4%
s P TR RIS R FLEAR AT %% (ORR) 35 90% ), fH
N TG OC T BCL-2 #IIRIE YT MM A AH DGR AR B . o T
fif iz 2 e R T TR R et AR R T T AR
BEst AL t(11514) B LR v h 23697 J5 22600 17 il MM
BFIGIRGORE, TRINZZE2HN0TT MM ST RO 2 2k, o
B BCL-2 i 30 TR 7 R AR iR & . 5
HMIFFEAN TR B2 , FAT I FHAESS s i 7l i 22 {X T BELLINI
TFF5E, HAIR (e oAt 245 1) s 28 (R RETRUA S T 7

w577 %

L s AL TR N RS BE LR H 2017 4 12 H
202146 AWGARY 17 B4 (11;14) B MM B 2517 11 B
PEGIHT, B B2 AR Se Py F 05 SR 9T . TSR
PR AR MIFF, IF A R AN RS BEfe 3 2 5t
2L, /BB 5 2021PHB211-001

2. LW E S TP RCTEAS - MM 132 b i 2 18 2020 4F
MM IZVRH8 R ™o A TR R R AR 4l IMWG IT 4%
VAL BRIEXT B AT ROTAN ST R0 0 < T 2 S B 58
G (sCR) \TE LR (CR) AR T 4714364322 # (VGPR) |
A2 A% (PR) S AE (SD) Mgt (PD), ORR A

CRR VGPRF PRFZF, W 5EM 1N RRH RS 7)Y
BTl RIS VPR R AN T 0 A . e
s {2438 del(17p) (t(4514) (t(14;16) o JTH I FHAEZ Tohr
1) R B R AT B A e A BT AR B IS BRI T A A o
5.0 il (CTCAE 5.0) % AZH 8 & 7EIR YT IR A AS R 08
(AE) #7404

3. FELR I FRARAE W5 MM I LRI PR YERE, 45
P AR S REER R 11402 Durie-Salmon (DS) 43391 % | [
BRar 258 (ISS) 40 METT R PR 0 R 48 (R-1SS) 43401
WEFE MM A7 IGO0 B BEAN I A2 A A R A AR AG A
Y 5 A2 Ay (e AR Al BT IR 44585 ) o TR
PENCIFAT R ACHEARM M A BRE AL A R 121 9718 (B{E 5% )
TIgH (14q32) HHE (B 5% ) ,RB1(13q14) k2 (FI{E 8% ) ,
D138319(13q14.3) ik (F{E 8% ) , P53 (17p13) (H{E8% ) ,
BRI S Bk (7] P a3 57k o BT R 2458 B
CD 138 BEER /318 5 (DR 223 K4, TgH (14q32) 20 FH
P B T TR LA DL T 54T TgH (14932)/MAF (16q23) |
IgH(14q32)/CCNDI1(11q13) .IgH(14q32)/FGFR3(4p16).

A RIT R DR TR B E TR 28 d, 4
2575 5O EIR, 575 17 RR AR 12K 100 mg, 55 2 K 200 mg, 5
3 K400 mg, 55 4 ~ 28 K}y 400 mg [ 5 7] 2 (n MR 9% £ & b
Jeq B At BT D REAR 0I5 M 2E ) , RS 2 AP BT AR T 4 4
T 400 mg [F5E I . FRs 24 B E B ik sl BN A]
M52 AN R o HBR 3 ~ 4 G 1M 37 s AR MRFAS B
FFYs ek 5 300 mg/d, 1451 26 2 DR v b e 4 s R i/ IBSRATE: L L
FT 5 % e 45 M e AR 100 mg/d < 14 d., 364 FH 24 77 28 4
T :VEN+BD 7 4 : 4 %% 5 v 0 0 S FH i [R5 44 K
1.3 mg-m>-d™", i P, 55 1.8.15.22 K M ZEAHL 40 mg/d,
TR 55 1.8.15.22 K (75 % LUR ) sl ZE K 20 mg/d,



AR M 275 2022452 H 4543 %55 23] Chin J Hematol, February 2022, Vol. 43, No. 2 <147

BRIKARTE 55 1.8.15.22 R (75 % LU ). @VEN +ITD %
A 7% P S L R ET s A 4A K 4 mg/d FIR, 55 1.8,
15 K5 70 F) B B2 100 mg/d, 55 1 ~ 28 K, IR 5 Hb 28 K
20 mg/d, bk E 5 1.8.15.22 K, Y4 suhi+ik %
T B+ AR K+ I FE KA« 2 2% P o R R TR AT 5 15
THZIAY 16 mg kg -d™, FRKGRTE, 55 1.8 .15 .22 K 0%
ik 1.3 mg-m™-d™, RS, A5 1.8.15.22 K M ZEK AL
20 mg/d, FRIKETE, 55 1.8.15.22 K, HARIB G T R RSE
B SE R — TR, AL AR A e P K+ b FE KA+ TR
AP EE R (VEN+PDD J5 48 ) J 4k 7% SO+ S ok g+ Hh oK
FA-HKFCIATF -+ (VEN+DECP H%)

MM 23 R FH U BRER B A 1 RIA Y7 B, 1 FH B
FHPFHPRIES . XF CHF R EE R mbe b | 2 AU
99 5 DNA BI¥E R 3 18 Y7 i B v OR T 9 O BT 2 0 B 1R
97 o XHF G AU R EER PR FH I | £ BT 287 8 DNA
EE=10" B BT BRI TP R EERIT o

5. Gt Ab I 35 ] SPSS 22.0 AT SR 22 00y L 4
B IESS AT PR I B br i 22 308 RFF A IES S
A5 B H-R ORI MG D R

g R

L R AT ILAA 17 BIAE £ (11;14) B9 MM iR
L PLAERY 59 (46 ~ 82) %, =65 % L 34, B 9B, &
8, MK 140 B R A EE TR 10 4], 1gG T 4 5], IgA T84 1 491,
IgD#I2 ], WIZEHISS A T L 11 M55 5.7.5 6,
R-ISSAMU T IT  II4:500 5 11 1 B, BEAEIAY Y —2k . —
2 SR ML EBE BN 3.6 80, BEA R ALIA TR RN
2%k, 50 H FISH A 2 45 51 121 973, HoR B bR
t(11;14) S HA S fE A AL 8 . 2 3 A B 2
L AA t(1114) BHPESS SR o 784G FISH A2 f A4 19 15 491 &8
Hh (115 14) P RiE IUEC R 36% (8% ~69% ) . 21l H
PR T AN ML B & o 16 51 F 3 1y FH A 7 A 10 i 541
(proteasome inhibitor, PI)i&Y7 , 15 5] b FH So 2 V8 35 FIE Y7,
14 6157 FH I+ W15 IR YT, 14 B3 PII 24, 13 (] %
PT S S B 15 7 24 .

29897 IR A B 17 6 MM R & I VEN+
BD & 1161, B AR A si b B2 5 2 9, AX R A 7 23R
L], 2490 5B 3 = 2 I 200 MR ATR , 24 2% i e oA Iy ) k4
S5 100 mg & 300 mg, 3 2 151 & 3 43 BB 48 5 e R R TS
JO7 FH 4 4% 5 137 14 B Kk 300 myg, HEAY R 2470 e
400 mg FFLAEREN

Xof o7 FH 2 2 S 5 J 19T R 0 BRI O
17 6] MM F8 3 3 14 6 0] SEA TS 7800, 3 481 £ 2 DRI AR S8 A
1A SERES P RE M TCIE AT AN (1 B 58 1 1 AP RERIBE T,
5 24610 43 3] R T = 2R i 4T AN B T R S R SR R 1A
JTRE) o 12461(85.7% ) F 35 3RA% PR LA 72, Horp il i 2%
CR 14, VGPR 4 i ,PR 7 i, 1€ ] VEN+BD Jr 11 11 44
MM B, 10 BT 7797 S0PEAT , 345 PR DL LB 8 4l

(80.0% ) , Horb i =% CR 144], VGPR 2 41| ,PR 54, % PIfif
251 14 B MM B, LB AT AT 3500PAL PR DL R 3
94| (81.8% ), Hirft VGPR 4 44|, PR 54l , 7E)3% /] VEN+BD J5
2 H PITH 519 9 9 MM &8 v, A8 8 1) T #4797 38T Al , PR
LI E611(75% ) , o VGPR 244, PR 451, HE R4y
RLITRIFE,

AR UBETTITE] 2021 4F 6 17 51 MM i & P 37 bifi
179.000.5 ~27.0) 4 H , 25 041, 56T 6 4], 4 2% v b rh v [
FHIEBIECH 4.000.5 ~ 12.0) 4, 428 sa b o B2 24 1) 24 2.0
(0.5~4.0)H . B VEN+BD 57 &1 11 4 MM # th i
Bifi17710.0(0.5 ~27.0) 4~ A , 415 0 5, JET= 3 ], Mo i 25 7
B rp o 18 R B0 4.0(0.5 ~ 12.0) 4, 4EZs T pi v o e 4%
BB 4 2.0(0.5 ~3.0) 1 H .

3. AT =3 L AR EZ A /IS (3 61) Jikye
4] R A0 A (1) RS (L) | Rl e A8
(1), EFEEET- 1 AR K4, S Bl R PDSET -, 1 iR
PR 0 M AE T G2 B R R PLT IE %) o e WL A I 25
AE AL/ MR (761 Hr R A > (6 1)) o LA
ML 2 AE A REYS (561, 30 R (S B, JE 1 i 2 A
(34)) , e (2 81 B P T Re S (1 461) o Bt 3 P oK 2 2 i
TEVR LR O AE B — R

Wi

B2 MM T 43 J2 B9 0E— 2 404k K — AR 72 MM A
4432 R MM RS TR YT 3 AE 4T, BCL-2 il 511
R — AR )

BCL-2 & (A Z 3 il [E4 (PR T8 4% A A S T At
WT-EH. PR EEMIAEEA YU T BCL-2 Rk
Fik, IR E MM ZI LA A0S . 2920 MM BB & #5715
BCL-2 i A1 t(11;14) ", HEE AT & BCL-2
TR AR ¢(11;14) B9 B A 85, X MCL-1/BCL-XL
RFRE R BB B EICR" . GRS s 428 sa b )
FEL1Tp BRI t(11;14) BEARRA R i b Ak
K S b FE KA SE P YA A B VE AL 2 J5 R o i
I MCL-1 (A2 TR A 5 A T DA SR 2 2% 5 LA B e
fEH.

AR, DAAEZS s b o 10 )7 3R Y7 RRMM I AR i
KA T A AR H SR — T a iR A T
66 17 (7 3257 5 4R IATT B RRMM (B 3%, 4E 25 sa b SR 2 i A
BORA 21 % , Hrpt(11;14) BE 1 ORR AT 35 40% ™, 1£ )
— I 55 VEN+BD J7 2619 T b Wil AR5 o, #8/K ORR 34
F67% , Hh 42% 7% =VGPR, TERRIE4£%2 1 ~3 43897
H. PLEUE B RRMM B 45 H1, ORR 7 97% , =VGPR %
73%'"', BELLINIWFFY & — il VEN+BD 5 2119 T I
PRAFFE I FT A0 A 291 (5] RRMM F | 34 4 R T8 B i
TRIT R W HL IR A PLI 24 119 f8 35, IZ AR5 1 v 5 B D7 5 )
18.7 A ,ORR N 78 % , (i JC it JR A A7 8] Sy 22.4 D H
Hidrt(11;14) HYE B2 H9 ORR 5 90% ., {H Ven+BD 41 K



<148 F A I 22 2022 4FE 2 H A543 5452 ]  Chin J Hematol, February 2022, Vol. 43, No. 2

R T BIRIILEZR SERL AR €(11514) 22 A VB B8 A IR PRARFAE 697 7 58 BTk

R T TR S e IR R t(11:14) H
(%) (mg) 7 7 140 (%)

1 62 B -t 4 300 VEN ¥.24x0.5 TCATAG 12

2 67 L 1gG « Bk 300 VEN+BD J5 %8 SD 10

3 56 L ok INER 300 VENX12+ BDx1 VGPR 8

4 59 % 1gGxk Tk 400 VEN+BDx4 PR 91

5 46 B« —% 400 VEN+BDx4+ASCT PR 68

6 57 Z puzk 400 VEN+BDx2;I+VEN+TDx4  PD;SD 31

7 61 Z o« gk 400 VEN+DECPx5 PR 28

8 55 B IgAx [USEST 400 VEN+BDx10 VGPR 69

9 61 % IgGA =2 400 VEN+BDx3+ASCT PR; VGPR 36

10 51 B K —k 400 VEN+Darax2+allo-HSCT VGPR;CR A

11 56 B 1gG A — 400 VEN H12}jx6 VGPR FH

12 56 4 IgDA bt 400 VEN+BDx4 PR 46

13 71 4 IgDA — 400 VEN+BDx3 PR 58

14 82 o x —£ 400 VEN+PDDx0.5 Tek AL 21

15 61 oo =4 100 VEN+BDx0.5 Te AL 36

16 59 B« £ 400 VEN+Dara+BDx5 PR 29

17 61 T — 400 VEN+BDx3 CR 12

1 : VEN: 4575 5e 57 BD « A R+ MRS s T VK TD « Y01 BE B+ b SEOR A s DECP : BRI e+ b SER AN KTV T+l ; ASCT :
A AT 1L 40 RS 4 5 Dara: 35T %S0 ¥ ; PDD - MR {A K+ i ZE K AA+ I T A B 85 35 5 allo-HSCT : S JE P 15 1L T 4N US4 5 SD : TSR Ao

VGPR : EH U5 2t s PR B/ 25 fifk s PD : ol fE J& s CR . SE 2 52 fift

37 OS 35 VEN-+HBZEK AN 22 (HR =2.027) 7 BEMM 4k, 3T
3 R — [0 01 BF 58 20 A 10 101 58 ok M3 e 6 TR S
FEAR R B, R BB 2 2% P (400 mg) ) ORR AJ K
66.6% " . HEZS TERLIAEYT I AN A I 1 A AR R A
FHGE AT RAFI SR

AWFTEA H 201745 12 H IFaR257E - 1(11;14) A 2R 21
Ji03 83 O FH AR AR T hi ol ETRYT T ARIFIT SR A
17 B4 ¢ (11;14) () RRMM &, T LA 4E S sahi oy B9 1kyT
772 ,ORR 4 85.7% . 1 Fl VEN+BD J7 % 54 1) ORR N
80% . i Fl VEN+BD J7 % H. PIfit 25 H & 1) ORR J1 75% .
BELLINI i 35 7 44 A X P 245 19 £, 10 A% it 9 41 107 FH
VEN+BD 75 % H.PIit 25 1) MM % ORR 7] 353 75% , iIE 5%
Y% s b % PN 24 1) MM AR R IR A 75% A 3R
BELLINI {5 7" VEN+BD J7 584 9 v OS e 4k 7% i fir+ b
FERIA Ty R T 2, 25 JE H B R R e i i & 2 A
35 B YL BB T AR ST R B 1 & A R A
11.7% , /T BELLIN B #Y 16% , H 34 /™ 5 e S 50
WET-H A . ABFFEAY ORR % BELLINI AL , % 18 2 5 5
PR A A Hhues B R 4 255 5e i i 77 24 400 mg, J& BELLINI it
B AR o 2 s R, AT R SRS B S R PLi 25 4
Koo TEAJE MG R ZG Hh , G i 3 ] SR B Hh B r  if A2 1:
AT LA I 4k 2% o P i ) DA — 20 AR B B Y AU A
At

AT FE B 10 A 43 I 375 1 125 A ] 0 2 MM, BB £ 7

RVD 4 47, eI 8000h SD, J& 3 FHA T B e +35
T U PR e+ PR TR B 5 3R+ M SR A T 22 2T
TG, 52 Bl 4E A 1 260 mg/L % 777 mg/L, H. 1 ¥~
HHAR R SRR G T B A SRR T I, Sk
A HIFRURIAH] VGPR, 32 B HE % % 59.4 mg/L, IF £ 24>
SRR 5 S LR A i T AN RS A, R AGA I CR, AR
5 151 8 REAT N FH A T 2 U St &5 BD 748 77 %) A
FEYF S A SD, 0 FH 4t 2% 7 $v+BD 5 2 I AW 2 J&] i 35 5]
VGPRIFYEF 24,

MG B LRSS FP R EIIAIT T R R etk R
I, =3 9 AE FE0N M ANk B RS , JCIRYT A AT
TR KL . =3 G/ IS 1 & 43 5 BELLINTIR S
FHY =3 b Mok A0 R e b IR ROIE S 1 R A R A
BELLINI IS, 43514 5.9% %F 18% 11.7% %F 16% .5.9%
X 11% . BEAEYEZS Jofife CLL 3% P i 5 1A [N
T RE S i 25 A AIE , TR % T MM R 35 132 25 B4 i 52 PR 34
B H AU 2 01 R s AR RGE ™ . A WF5E R [ml
B 43 B, T e 23 HH BRAS R SR AR A B I 00, FRATT L A
AT I R T ARt —2E gR

25 TR, AWFSR— e T A T A SR b [ BB
58, I G T R Bt (11514) I L ZS sa ok B3R T %
B MM B3, BB IS T 5O B AP RIOR 28 bk oK
AEAEAG T T I (] P B R R AR I RBIF SR UESE . [l , A%
TFFEABAS ] S G A AR B 2Z AL A FEREA /N R A8



AR M 275 2022452 H 4543 %55 23] Chin J Hematol, February 2022, Vol. 43, No. 2 +149-

F VRN BCL-2 kit | HIrW I FHAE A% e LA D I A
B ENRYT ARSI ST T4 v L R A ) SR AR )
B R BPERIT e AR B (9 R BRI AE , DR 46 58 1 s i 2
REEAR S A A I L e

kA SN (el o LE RIS

YEE TR SR TR AT S8 ST SRR B 2>
W/ R RS R SRS GEi oM LR R AR KRR e A A 5
BOCUK X7 E VR SRAEH e s IR AE . SCREH I 185 SRk T
R B < SRR SO B AT SRR S AR S S
ERHEATN

& % 3 ok

[1] Wangs$S, Xu L, Feng J, et al. Prevalence and Incidence of Multi-
ple Myeloma in Urban Area in China: A National Population-
Based Analysis [J]. Front Oncol, 2019, 9:1513. DOI: 10.3389/
fonc.2019.01513.

[2] Kumar SK, Harrison SJ, Cavo M, et al. Venetoclax or placebo in
combination with bortezomib and dexamethasone in patients
with relapsed or refractory multiple myeloma (BELLINI): a
randomised, double-blind, multicentre, phase 3 trial [J]. Lancet
Oncol, 2020, 21 (12):1630- 1642. DOIL: 10.1016/S1470- 2045
(20)30525-8.

(3] IR MR EIT Sy 2x, A R W 43
B Op 22 22 R PR AT B0 L 22 51 2. v 2 P %ﬁf B2k
TR (2020 4FE9T) [, AR RIS, 2020, 59 (5): 341-346.
DOI: 10.3760/cma.j.cn112138-20200304-00179

[4] Kumar S, Paiva B, Anderson KC, et al. International Myeloma
Working Group consensus criteria for response and minimal
residual disease assessment in multiple myeloma [J]. Lancet
Oncol, 2016, 17(8):e328-e346. DOI: 10.1016/S1470-2045(16)
30206-6.

[5] Durie BG, Salmon SE. A clinical staging system for multiple
myeloma. Correlation of measured myeloma cell mass with
presenting clinical features, response to treatment, and survival
[J]. Cancer, 1975, 36 (3):842-854. DOI: 10.1002/1097- 0142
(197509)36:3<842::aid-cncr2820360303>3.0.co;2-u.

[6] Palumbo A, Avet-Loiseau H, Oliva S, et al. Revised Internation-
al Staging System for Multiple Myeloma: A Report From Inter-
national Myeloma Working Group [J]. J Clin Oncol, 2015, 33
(26):2863-2869. DOI: 10.1200/JC0O.2015.61.2267.

[7] Lai YY, Huang XJ, Li J, et al. Standardized fluorescence in situ
hybridization testing based on an appropriate panel of probes
more effectively identifies common cytogenetic abnormalities in
myelodysplastic syndromes than conventional cytogenetic analy-
sis: a multicenter prospective study of 2302 patients in China
[J]. Leuk Res, 2015, 39 (5):530- 535. DOIL: 10.1016/j.leu-
kres.2015.02.005.

(8] RI, Ik, fUifesHe, % 532 (2 A M1 R 0 A R as 1 2%
S RO BUR R0 )], AR I ~E A4, 2017, 38(9):739-
743. DOI: 10.3760/cma.j.issn.0253-2727.2017.09.002.

[9] Touzeau C, Dousset C, Le Gouill S, et al. The Bcl-2 specific
BH3 mimetic ABT-199: a promising targeted therapy for t(11;

14) multiple myeloma [J]. Leukemia, 2014, 28 (1):210-212.
DOI: 10.1038/leu.2013.216.

[10] Punnoose EA, Leverson JD, Peale F, et al. Expression Profile of
BCL- 2, BCL- XL, and MCL- 1 Predicts Pharmacological
Response to the BCL- 2 Selective Antagonist Venetoclax in
Multiple Myeloma Models[J]. Mol Cancer Ther, 2016, 15(5):
1132-1144. DOI: 10.1158/1535-7163.MCT-15-0730.

[11] Touzeau C, Maciag P, Amiot M, et al. Targeting Bcl-2 for the
treatment of multiple myeloma [J]. Leukemia, 2018, 32 (9):
1899-1907. DOI: 10.1038/s41375-018-0223-9.

[12] Touzeau C, Le Gouill S, Mahé B, et al. Deep and sustained
response after venetoclax therapy in a patient with very
advanced refractory myeloma with translocation t (11;14) [J].
Haematologica, 2017, 102 (3):el12- el14. DOI: 10.3324/
haematol.2016.160408.

[13] Roberts AW, Davids MS, Pagel JM, et al. Targeting BCL2 with
Venetoclax in Relapsed Chronic Lymphocytic Leukemia[J]. N
Engl J Med, 2016, 374 (4):311- 322. DOI: 10.1056/NEJ-
Moal513257.

[14] Kumar S, Kaufman JL, Gasparetto C, et al. Efficacy of veneto-
clax as targeted therapy for relapsed/refractory t(11;14) multi-
ple myeloma [J]. Blood, 2017, 130 (22):2401- 2409. DOI:
10.1182/blood-2017-06-788786.

[15] Moreau P, Chanan-Khan A, Roberts AW, et al. Promising effica-
cy and acceptable safety of venetoclax plus bortezomib and
dexamethasone in relapsed/refractory MM [J . Blood, 2017, 130
(22):2392-2400. DOI: 10.1182/blood-2017-06-788323.

[16] Pasquer H, Belhadj K, Dupuis J, et al. Venetoclax induces pro-
found and sustained responses in patients with relapsed/refracto-
ry light- chain amyloidosis [J]. Br J Haematol, 2021, 193 (3):
674-677. DOIL: 10.1111/bjh.17380.

[17] Fernandez de Larrea C, Kyle RA, Durie BG, et al. Plasma cell
leukemia: consensus statement on diagnostic requirements,
response criteria and treatment recommendations by the
International Myeloma Working Group[J]. Leukemia, 2013, 27
(4):780-791. DOI: 10.1038/leu.2012.336.

[18] Royer B, Minvielle S, Diouf M, et al. Bortezomib, Doxorubicin,
Cyclophosphamide, Dexamethasone Induction Followed by
Stem Cell Transplantation for Primary Plasma Cell Leukemia: A
Prospective Phase II Study of the Intergroupe Francophone du
Myélome [J]. J Clin Oncol, 2016, 34 (18):2125-2132. DOI:
10.1200/JC0O.2015.63.1929.

[19] Gonsalves WI, Buadi FK, Kumar SK. Combination therapy
incorporating Bcl-2 inhibition with Venetoclax for the treatment
of refractory primary plasma cell leukemia with t (11;14)[J]. Eur
J Haematol, 2018, 100(2): 215-217. DOI: 10.1111/ejh. 12986.

[20] Kaufman JL, Gasparetto C, Schjesvold FH, et al. Targeting BCL-2
with venetoclax and dexamethasone in patients with relapsed/re-
fractory t(11;14) multiple myeloma[J]. Am J Hematol, 2021,
96(4):418-427. DOIL: 10.1002/ajh.26083.

(ki H 391:2021-06-24)
(A SC ity - 1397



