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Abstract

Multiple myeloma (MM) is a hematological malignancy characterized by the malignant proliferation
of plasma cells, accounting for approximately 10% of all hematological malignancies. Due to its high
heterogeneity and diverse biological characteristics, MM presents with wide variability in patient
survival and is still considered an incurable disease to date. In recent years, with the advent of novel
agents and the development of new therapeutic strategies, the treatment paradigm of MM has

EHAEE .

EG|IF: R, BREAE. 2 RMERER AT IR ] IRREEZEEE, 2026, 16(4): 4295-4300.
DOI: 10.12677/acm.2026.1641697


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2026.1641697
https://doi.org/10.12677/acm.2026.1641697
https://www.hanspub.org/

AR, PRk

undergone tremendous transformation. This article mainly reviews several clinically used thera-
peutic agents for MM.
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1. 5|15

% KM B8 (multiple myeloma, MM) & —Fft B 20 P4 2% 20 i vl e VS8 58 BT S5 0, e RUR R e
R A0 HLAE i B PP R P IS T I T2 R, A TR MR R G ME 1) 10% [1], HARRKK R LR
EEF2]e FILBIIERRI T ARG E R E . M. B IR E . A . RS, MM B RAET
HEEN, BB EEST LW 3], AT ZERSE HANMKRSME. HT MM BA&ER R
B, VF2 B HImE R AR, B AAA TR (4], FREEE R RG T A it yT i
K, MM M2, Joit e 417 W (progression-free survival, PFS) L A= 77 #(overall survival, OS)12)15 3
M. UHE BRI, AR R/MERTE MM (relapse/refractory MM, RRMM) &35 717 K T B 4 22 .
ASOR R HATIRIR b2 MM JRIT 29T 4508, DUAIG IR R AR 1R LS 2%

2. BERITHY)
2.1. A EE{FHPHIF(Proteasome Inhibitors, PIs)

A R 7R 2 — 2R R R S MR B A TE YR I 25 A A . e S I P W A e R
BRI BE SR TRV M, SR A 240 BTRIT 2 E A LR IEE R, SIRNIMNE, &&5ES
YU T . WL PIs A B B 12 K (bortezomib) D44 K (ixazomib) Al 1< FE44 K (carfilzomib) 25 »

WS Ve oK R SR — AT AR 1), AN E B T MM 3697 . SWOG S0777 19 T BEG (5]
N MK + RIBENE + HiZEKAN (VR BRIBIE G + HiZE KA (R) AL (1 A 47 TG i3k J& A= A7 1
(median progression-free survival, mPFS)HI {7 & A 7 (median overall survival, mOS)2. 2 3%, 29 [
VRd J7 E M — &Ry AL ARSI B K 250 EIE H 32 20 8 Bl 200 48 (PN), I PR b FH B 75 D
ANRRRL,  EERS AT ) J T DOHREVR T -

RARMEK AR ZACAS AT IR, o U B oK, REAE 280w IRl B 12K Tif 245 . 7 ENDEAVOR I
IR IRIE[6]H, X T RRMM &3, RAEKIGITAR mPFS N 18.7 AN, Tl KkE N 94 M H, &
T RAROR IR . RN, RAEK ) PN R A SO 1 oK AG, (B O IESERIE B R, B
M O i3, O UUBR A,  DRAE I R S A 75 X6 58 28 (100 U Rt 9 5036 4T 78 23 VP A o

PRI PRI T S IR B A BRI, 45 20385 5 8, 4n 7 B3# K APE. TOURMALINE-
MMI1 I AR RS [ 7] 5, PRI G RIS ERE + HiZEKFA(IRd) /7 iRJT RRMM E3E mPFS A
20.6 ™M H, ET 2 EF-Rd 4019 14.7 4 H(HR 0.74; 95%CI10.59~0.94; P=0.01). 0K EEREIAR
RN E B s, PN R A RO IR R EIE AT =K. H AT HARETERT 5[ Pls 5 Marizomib.
Oprozomib. Delanzomib. KZR-616 %,
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2.2. &I (Immunomodulatorydrugs, IMiDs)

£ MM YRITH, YORIFERG . RIS FERCANA B FE it i 1 IMiDs 1 = A . VORI FEREAE 2 — A
PR, R B CRME A RIS EE A o 36 ARG AT 7, BRE N EoK + HhZEKAA(VRD)
T RO NE RS FIRIT — & TR —. Fl, B4R EELY) . WIZ SO REAL T B
(MM-009 1 MM-010) [8]F7~, Rd /5 ZEiHI7 RRMM i34 1% WM 22 fif % (objective response rate, ORR)%]
60.6%, T4 PFS 13.4 J1, T HUZEKFA BL2536077 77 5o 1A 5 FE % (Pomalidomide) & T 55 = A S e b 11 771,
FA TSR ) S T S BT AR AR o ERTIR BE it 24 S v, TR BERGIRTT IV FE R 30%, HH /)
7 EE L FE KA SRR T B 2576979, [FIRT, 5 CD38 . & H B DRI H A — & 97 R4

2.3. Hp#lE/ 3 FE454

Selinexor: — it 1R (% H 2 9 1 (exportin 1, XPO 1) 7). 85 mr vk SvE b 4 H & A 1 XPO1,
LS R B AR B VSRR N 0 2 R 0RO R TE AU % . STORM BFFE[10] 587, Xt
T PIs. IMiDs. #T CD38 ML =i 2§ RRMM &3, Selinexor 1] mPFS >4 3.7 1~ H, mOS Hy 8.6 4~
H, BA—2MHE.

Venetoclax: —FhEp&#EtE BCL-2 #il7. 7E4#5HT ¢ (11; 14) 54670 MM 3 H, BCL-2 MREH4E
B, (XA Venetoclax 753 T MUK . BELLINI BEFL[11137R, 4E58 e hi k&l
Bk HUZERAMTR T AL LU B ok HhZE KA EIT 41, mPFS & ORR 3T+ . {H/2& Venetoclax 1
SR AE BT KR, AT 75 B2 5 2 HIHIE TR IR R

3. REATT
3.1. R EEHI{A(Monoclonal Antibodies, mAbs)

BT REPUARE FHE— B R S0 A AR 1 e FE S — I S B AR 1, REARR S I R IR 45 & AMIEA ot (An 2
B BRI E PR R AL, TESCACEVEIE . OB ER 1 B 5 T B G M S 22 A
HSCAA R YT 773 B PEpUAA R IS 2 R LR EE R, QR PUR R P i 21 (ADCC) #MA K
HFPEANM B (CDC) PUAARAR 14: 41 g 70 A F (antibody dependent cellular phagocytosis, ADCP)%%[12].
HRT, 8 WAHHR £ 34 B 412431 H(BCMA), CD19, CD38, CD56, SLAMF7, IL-6 S2{A%%[13],

3.1.1. $it CD38 Hi{#k(Anti-CD38 Antibodies)

CD38 s&—FhZ IhAEESIERE R (1, {ER4IM & MM IR S RIE, 78 ARk 40 i A BE 40 A«
CLAHM . /R o SEAR A A RIA AR, AR R A [14].

ik F %G (daratumumab, Dara) T~ 2015 AE3R75 36 [ £ 24 i i BE 3B R(FDAMILE, EAHT6
JTMMJ#E ] CD38 ¥ifi. £ Wik 5 a0 POLLUX #F5¢[15]. CASTOR #f5i[16]. EQUULEUS #f5[17]3
WESE T Dara 7E PFS. ORR JHIfM#ikk, P8R LK PFS, ##% ORR.

FHib % B (isatuximab) & 5 — FiPi CD38 $ifk, BA S5IATHE ZICEGUHLLIE NS, H HrTbs
TGN EEA S MR A - 18], ATTAL Z5[19]XBI4E ICARIA-MM Hf 7 , Isa-Pd 41
P Pd 4, BT T RRMM B3 PFS & ORR. XA RRMM £ FIGI7 3N T nl ik B4

3.1.2. SLAMF7 B35

1% 32 3 5471 (Elotuzumab, Elo)/& —F SLAMF7 (CS1)¥7afHidk, 78 MM 40 F1 NK 40 365 %
15, BAMEFEERME: (1) B80S NK 400; (2) 755 NK 41/ S8 ADCC; (3) I MM
4 5 1 W R S 40 () SLAMFET /i SR bf . 3R P Z R BT — RO M H, ELOQUENT-3 I AR {46 [20]

DOI: 10.12677/acm.2026.1641697 4297 Il PR 2 2 3t


https://doi.org/10.12677/acm.2026.1641697

AR, PRk

Wor, IAHZREP ZER AP R Pd WA, BHELEK T mPFS (103 NH vs 4.7 1~ H), #I17T ORR (53%
Vs 26%) . IXAKIL T ZA RIS, BT S 2k it S HoAh 2 R R R 25 WA T R R aE

3.2. RAMEZEF T 4HE(Chimeric Antigen Receptor T-Cells, CAR-T)

AR ZAE T A M(CAR-T)RIT ZIET HE R TR, & CAR B:K By, P S rE 14 o %
A T M SGE R CAR-T 4, SARHEIEZEIAN. CAR-T 4G I, BN T 24Tt i fdy
PR, JUHZ/E RRMM A& RIFHIYT R B A ECGASTER(B cell maturation antigen, BCMA){E MM
Ik, ARG S [12]. HETHER BCMA ) CAR-T 405~ i A 45 1A 5L B 38 (ciltacabtagene
autoleucel, cilta-cel). 13 £ % (equecabtagene autoleucel, eque-cel) LA K 5 ik ik B 3 (Zevorcabtagene Au-
toleucel, zevorcel)Z:. CARTITUDE-1 iRZ&[21]$27, cilta-cel 397 RRMM & ITFEH, ORR & 97%, ™
1% CR A 67%, JFH CRS LL1~2 8%, MEFMRARC, 2. FRECIEMPEIRER G
HE WK, HENEAREES BT, (BHIGRT TS R BoR TR RS R i) et SR,
BCMA CAR-T 697 Ja A JLE B 25 8 i i R I RT B8, WIRES CAR-T ZHfIAE . R iRk ik &
G2 M BE MO SR A 56 [22]. A kTS T LA CAR-T 69T RIS . B3k CAR-T #illi& 77 . R AR
16 CAR-T. BA HANZGY) . TG HARRE BT 55 07 ks 7 2423].

3.3. MR {F@ispecific Antibodies, BsAbs)

RURE S B — Bl N AR, BRI IR B0 9T 454 2 PR RIPLIE AL, 78 T 40 -5 s 240 i
BAE T UM SRR . B RTHE T BsAbs 38 # #8 1A M M AR S HUER T AR P, 5l
IS ] BCMA 1 CD3 AR S PEHTAE teclistamab (BCMA x CD3)F14E ] GPRC5D A1 CD3 HI MU 4
1A talquetamab (GPRC5D x CD3).

11} MajesTEC-1 5 [24] 5275, FEHERHISE W&, teclistamab 27~ i R4 ) ORR %, HALA
P ARG AT B R TR il 7 5 1iE (cy tokine release syndrome, CRS)JXU%: . MonumenTAL-1 fff 73 [25] {78 » talquetamab
BAZYYRYT L TIAL IR A RRMM &3, B8R 0.4 mg/kg QW B2 0.8 mg/kg Q2W FHI&, ¥IREIE S k.
TRIE HEF AR R SR . SUPLIETT (T 251635 BCMA RIA MR, T MRFERS, BakE
T GHARIHRERI 2B T IR AF 4 R, H AT R TEIR IR IR 2 HO R IR 7L

3.4. EZ54{BEL4(Antibody Drug Conjugates, ADCs)

ADC J& — Pt B 5 BEHTAR S /N o) T4 i 75 22 00 & e AR BXIT R 25, B 7R RS 5 4 R 240 i
FEAR XS IE B A2 FEEI1E FH . Belantamab mafodotin (belamaf, X Fk GSK2857916), #[i] BCMA, & H—
FNIEAG ) 1gG1 $T BCMA BT HUARFIGCE S #0171 MMAF 2%, 225 1 M3k FDA #itiEH T MM 1
PR YIRBIY) . SRT, FEBEJE I T ) DREAMM-3 BF 78 i R BEIA B TR 32 B4 5, 25 u el
(B HIBAE R RN AT 2 BIRR 4 560E . fE )58 DREAMM-7 iR%6[26]. DREAMM-8 iRX%: (2713 W 82 5|7
RRMM 597 BPd A1 PFS LT PVd 4, B UGk . RN & EEERL, € RA M EIIR
RN, B2 — P E &IRYT A R .

4. G578
BTN R R, WOk Z B2 ML R & 1IATT T3, BB T MM MEMRIARE, It

K7 HZ 1 PFS A1 OS. F:AlZ L CAR-T. BsAbs 1 ADCs NCE M y7 i, N RRMM Bk 7 —
ERITR, B B RS TR B AR, SR, EIRKSEET, MM [Kia)7 ks £ E8k
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i HEE W AR S BREIER, Bl Pls fREFE PN, IMiDs % 51 &5 BEH0 ) A ER bk ik XK, CD38
o EA flir“ UGS, CAR-T JTVEAAAEAR I 040 B DRl 1B T 2R G AIE(CRS ) A G 28 2805 248 A AH DG Ao
ZMLE G IE(ICANS), BLA S ADC 254 H45 7k 55 1411 Belantamab Mafodotin AR EEPE) 5 o AT
FRBN R IGIR B2, A V2 MZAYIETT R BUR R RIG I B . ARk MM W3R YT /T 52 ST
%, BATHRBELES PRI A G, BT RO 2 Atk 2 (B P, AR BRAEREITSOR, md
HIATER R AR, MERE. MR, St R BN R,

&5k
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