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fHF729 :Klemperer FaRZWr O FERE, Lh—% B2 N LN —EZ | @2, A7V5 58
DIRLFN || BAVN AN R T TAT VDT = Mn—T7 2R A1 fE | Boerhaave SEMFERE,
W72 IR L TVA 2 U5, ROKFENA, Einthoven O /LEEX] . $ED i,
L=z 79 DGR, 747 v OV E (B F42) | Vissering DFE, TAT v K H AR FEHEE,
PG JE DR, R AR A T8 NDIAT BB Te ., KRG EARE T, iy Tr T 47,
H AR S, V=77 5 BHARZFE ., Yva—A7v & NEIN., i E=EH T OEE
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Treatment Decisions in Multiple Myeloma (Review Article)

EH

Tarek H. Mouhieddine, M.D. and Kenneth C. Anderson, M.D.

Jerome Lipper Multiple Myeloma Center, Dana—Farber Cancer Institute, Harvard Medical School, Boston

NEJM, Sept. 10, 2026 (2258 B BEEO#RER (Review Article) BV ELT=,

ZH 1IN —"—=N D Multiple Myeloma Center @ — ADERI T,

MEE B TIEER ZHERBIMOWRICEISBIZTDRABTTOTEED EL,
TRIEIT/NE BLT L7235 30—40 FERTD ANVT 770 EIFIN AN LN B 7R > T2
D TIRBRDORV DI EEE LT, B KERIC2» 72T,

A [a]D NEJM #a a8 5 DO A4 IK Y 22235 RCT LW AR ek S <Ix D
BEZFHAL QO FET,

NEJM, Sept.10, 2026 238 M5 #filE (Fain) i B 250 FEd 15 T,

O FEAEVRREIT 4 FOEH P10 CD38 ik + 7 v7 7/ —AFHE +$UN <A % FK + dexamethasone,
@ MRD (measurable residual disease) 10°[10 Sz 1 {&) . 10, 10 " CTIA7ERI{L,

@ BOHIRHITI A/ AR E D, H R B r 6 TRk, Tk 5,

@ EYAVEIR T2 RIT del(17p) F721% TP53 28 B CRa il & AR T, Rt kiziEbdhos,
© 4 FEAAAE 1 2RIRT A B AL I RIL TH AT,

® FFFEIRE, VAZRERIEL T CAR T fifldd ik, —ERFRMESUR, PUAIEE A IR BRIV,

@ HSEGERTHCRAEE LT MGUS <3 508 HfifiE, SLIM(O60%, 45885, MRD & 411X 5 B,
T SOBRNEIE ARYAY 6 1 A VA7 3—4 B A EBIER, BIA2ITHT CD38, MATVENN,

@ F¥ETASCT AREBRE 1L 4 FEOFH (Dara-VRd, Isa-VRd), ASCT A A[RETH 4 FEGFH,

B CEmARRMEGUR (77~ 4t %) F H. 77757 (HL ILO)RTALE THAMAV L | o

@D FIEIC BCMA RRIBUREME AR (7 —Vrvy 7)) A, Mila s KO INE ZLE,

@ BCMA R CAR T AR I, 7/~ AN+ 2T Vo s AE 1L T =V vy 7 D3 HERE
@ BRETCAEZORW T MlafdetiIEE, FRITIUREKR AR 2L TS,
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N7ATIVENNT cereblon E3 ligase modulators, — B EEFLAR, anito—cel Gt CAR T F v HE,
® 3 - P DR IE— : lenalidomide & CD38 7353 DDA T/ T TIBHE,

2P E BEIE ORI, B O IR ETA (W15 /T3 - BRI o TR EL
B T CD38 ik z g de 4 AIPFHEIES CAR-T ML — ERr RMAEPUTA
(bispecific antibody) D F-H3E A NEEA R E KREEZTWVET,

2B BfAE (multiple myeloma) 132> T AE(FEUE CLIENTE  BEERITE Y
DUWZHFER 723 NI/ > TEFELT= (Goal is for the first time within reach!!)

R RDOBALMIFIROL R M SR L T 4 AIPFHEAEE . BlH quadruplet
(four—drug) therapy C. §t CD38 £//o—F VP& (daratumumab, ¥ 74 Ly A%E) +
Proteasome P24 (bortezomib, N WAL : B & A E ) + % i EI Al (lenalidomide,
V7 73N Y < AN B AR AT B 50 fi#) + dexamethasone 2SEHEIE LRV E LT,

Pt CD38 Pkl daratumumab(¥ 74 'V y/ 2)A> isatuximab( =24 TH AT,

CD38 I3 e <> RENE A AR R BLL F77, ZAUTHURZ A3 358 NK Ml L2745,
27 7= I LD E R MIC DM E N R D F T,

T IZUIEE TR E A O E R USRS T IZE 32D TIEHV EE A,

4 FIE A% B 55 A AEASCT) 24TV, lenalidomide(V 7 731, N < A BEHL 3K
+ =& daratumumab(# 7% VoV AN L DHEFHRIE~BATL E T,

H 5508 I8l Al (ASCT ., autologous stem cell transplantation) lXPARTH TILOS4
FLD A RPN ER RS HFEVZE DBV ELT-,

ASCT &3 FE4 B 4y D& i 2 PR e, PRAFL -2 IRIREATV, £ OB TIRIFLTC
ER AR S TR 2T,

1. FEYEVSHERIT 4 BIPE BT CD38 Hiik+ 777/ —AFHZE + )N <A b 5% + dexamethasone,

RRRENEE 2L, INEFAEDORE, (EFEOZEr D4 3 L5 Diiz Georg Klemperer ™
Grundriss der klinischen Diagnostik (R ZHr D HEAR) LWV AKRZ A F LT,

1890 4% (315 23 4F) IR T 1931 4F (BHAN 6 4F) (2135 26 AUTZEL A VIV RZESS 1 NRET
ITOIVTWZ B DOIREE, FIRFT L, AT e 8 IR DOARTT,

122Nl MR BRI A 77 RIS B L 72 ) O — SUTHE L T Z A AR & i A TV T

NIV EFSTHMILEL,

1975 4 4 4RO AR IR/ NET—ay N FRETTAH=AN T ENAY D EEE O, Braunau 235 £ L7z,
N —DAEZDBHLE T, MAUOHTOREED 1 BTS2 > T TAY =D I -
OPFEHEHET, BOLWAEY, 2t E L T<IvELTZ, Klemperer D ARDZ LA FVWZH
BB ST DITITEEE LT, EOEMITABLE —FEITERATR TNZD T,
FDORBREANCLN—DEDOZbExmiaE LTz, LB —Telldhdh, TRVTh &

SODTT, TRVIITRIZESHIDTT,

2/ 25



# L TCIDamals war gut. Damals konnte ich alles verstehen, jetzt kann ich nicht. &M IX
Rhxotz, HOEII GG AR CETo DI RIRTZD T | EEIDITITES L ELT,

P A A DE B DO FLES 218 > TN A YD 54 —ANT D Braunau (2 AV EL7=, Bl TEI—D
A RITkT-E 5 -7-51Sind Sie Fascist ? HAT-77VAN? | EBNLELT-,
HEFITIES TODD T NEN DT ESTARD 273> T2 & TLIZ, BTD AU

BN TEIRKONDELTZ, $ATTOEHIZ /DL THDHD T,

Klemperer {24V N2 o772

NAYVEBENTOET, ZRBBE, MY THI-0TFROEHLE T HE4NE AT
BfSIET,

23 E BEIE ISR 5 3 DOBEFAIRELT, AL 1980 A5 1990 AR T,
Z ORI & A & melphalan(TAVT 7V TVEAMESE v 28— B & BfigE K559
O H Fg At (autologous stem cell transplantation, ASCT) D7 7y 4—ATLT=,

RUNTH 2 8113 2000 FARFIHIAE 2010 AR THIEZFIHTHE (immunomodulatory drugs,
PN 2/ BEEEK) | proteasome inhibitors (bortezomib,~ W7 AL) . it CD38 HLiAfl T
FO P AEF R SRR 3 4E, 10 FEE 28 L GO F LI,

ZUTHUES 3 I THYAFEFNIXIL CAR T #fifd, — EARRMEGUAR, FUSTEME GRS
ARG TREE T T 7 A= MLV HIBI D72 WTR UGG DB BERY RIS R o515
JONTIRH DT,

1B F B DL AT DI DAV Tl F89Y 27 FE BiAE . BEREAYEESE (functional fitness) |
MRD (measurable residual disease) I, FU - 0 D7 0774V 1 728 DIATHG

2% 701n 1k (panoply) DMBRDIHIZRD F LTz, £ E B (multiple myeloma)
(3. 2O T AEAFEAE CTLIZ A BUE B RERIR I N B Y 21— T e > TEIZ DT,

BRDORAL NIFHRO LR E BRIk T 4 AOHHE AL, RIS quadruplet
(four—drug) therapy T, $t CD38 &/7u—F VA (daratumumab, ¥ 74 Vv A5E) +
Proteasome FHZE#] (bortezomib, N WA L) + 4o s &ifl (lenalidomide, V7 73}

N <AL BAE#HE) + Dexamethasone 2MEEIRIE LRV EL T2,

HUE 4 A PEHE A E(quadruple induction therapy) DMEAEIR IR THY H ZEEp AL AE
(autologous stem cell transplantation) DL IBL TEXFEL 7= (being reevaluated) ,
WO TR L TR BEIEIZHT CD38 HUADS A £h72D7) Chat GPT £RIZ=4a7-LZ5

A BEEMIAO K E CIE CD38 A3 KEIZHYHL CD38 monoclonal HLIAENLIITHEET DL
NK fifd, w7a77—y" ARG E R B SR DS BRS N A DTZEH T,

P57 077/ —MHEREGE VT IINTaL R F 7 07T - bR AL ET A TR E QY
FERSEEREM R TR A EEx E T,
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— 7 S AT AN AN BEF) 1L T a A (CRBN) &2 LA B HE %
G fR L CIE R A a5 5 1 e T E T oD 5 2 R4 L £,
WA A E R 23 0 BT D B TRV R DGO E T,

FHZW ST B LS T ASCT FIREDRBE T 4 AIOFHEET 72 h, Hit CD38 Hifk
+proteasome inhibitor+immunomodulatory drugs+dexamethasone ff FHIFZAEHER)T 7 0—F T3,

[4 FIGERBEEDT/F havbo—VaRER]
@ CASSIOPEIA trial (Lancet oncol 2024)
ZDMGATVHI AN 4 FIOF LA S F LT,
Bi% ., DaraVTd(daratumumab+bortezomib+thalidomide+dexamethasone) 3, VTd @
3 A&l{f F (bortezomib+thalidomide+dexamethasone) XVEIL D ZENHIND ELT-,
Lancet #g#iA% 2024 £ TTHDOWEITDZETT,
72% bortezomib D FE L4 1% velcade THY VIAD VI velcade T,

@ GRIFFIN trial (Lancet Haematol, 2023)
AU 4 FIPEEIEOLE (back bone) % lenalidomide (B8 it 44 Revlimid, ENVFYRIMN)
ELFELT, Lenalidomide 14 thalidomide(#) <A M) DA EZ A L 7=H O CTHEATEA A3
HYIHRZRET F3, MNEN O BB SEE cereblon Z L Tl i sEZ 2 Z L £9-,
Lenalidomide D 514 1% Revlimid THY VRd ORIZZNDZETT,

#UL <A} (thalidomide) v D&, ANVED AR, SKE TRRBEIC/ oK T,

MR N AR SR - SEFR R L Tt B IO iR D000 Ik IZH i,

H ATl 1958 4F (BF0 33 4F) A5 1962 4F (B0 37 4F) TS EL-,

LU, SRR AR 92 L BB RO T A - RIET 57208 D IURE T ARk L <0,
H-NIRO LR E LT ZEAVABAL, K&K ELRDELT,

LIHT, AR THIN AN IC R DK F O T Mz Rl eHVET,

Z D% FIN AN E BRI DA ZED VS L, B AT 2008 I LM
BRI L THAGRSNELIZ, SUEDOM T, R R ~DIREEZFI< /20D D

B IR  EEED BRI O TOES, /INME PN AN ERG LIZ RS ARG ICZ AR
HESTRVONEREEEELI,

FEOFEIEMAEOERERE T 4 KO P CD38 Hiik(daratumumab, # 7% Vy/A)+
proteasome PHZE (bortezomib, ~NV7AN)+ e EiAl(lenalidomide, V7 738 N <A BEHEK)
+ dexamethasone T9°,
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2. MRD (measurable residual disease) 10”10 FHHARIZ 1 {E]), 107, 10" TIAZJE Rk,

/N AHE 2026 4F 9 A BARAE IS T, FINENVE =D 7 Nay b VATV DT BAT VA MIATE
FLTo, TART VA N T8GR ORERLZ W CEIRGA S 72Dl BN EZ B CE oDl e b &
JREEECUT-, MRS XK, FE T RE DA T 7 3B & 7558 (i SR CEAGECLZ,
BEHBELBICEDEHEAOBATEIFZ VO TE, #H(SAEL)LET T EEEHDE AR
THRLELT-, BDOEDY 5 ERHST=OTYTLED LTS, 6 ATHLIEW)
ZEIT7eET,

LU T 3, 4 ANRATWET, BINFEORFNEN RFICHD L LA B WA T

HEID I EE-THEAMTIBIREA, BAEEA, BOERRV BB TITE,

MEF TROFTEET, TR T EEBLIZHOLTTHRYET, TR MITATV 4 55T

[ERRW EE TR A M TiT ATVHFETIE N DIEAY & INEFRANRT2EZA

[Kom snel, 25 AfNV T2 oT=DICiTEEELZ, NVEEZRSKomm schnell, 24, Y2tV ]
ZIZFRIC2DOTT, nﬁﬁmﬁ)$ﬁ/ii“fTof_H#\ FEEN R OILEEFECTHHI LA HIEIRE

LFET, LOLEWEL CTFEEMBD LA TN IZ -T2 E5DTT,

ATV FEIINAVREL TSGR A R L C TRl LR S RER DT,

FoMLE TN RV TEELE TR ARTOIEZOREICWET A NS B A AN ? &5 %

BTN ELT, FRO/NBEREFTMCEIE THST2EDZETRISG LB R A A IR ImED

—WeC 3 EAVEFETIEST2EVDIDTT, ARTCHRSBUTRDDITENT LR DE
FWTEBTEARTA I ESIDTT, Tl BT T LN > TALRN ST T,
EIEF-HARIATEWEDZET e—mail address ZEL FL 7=,

TAAT VA WZIFAVN RV T ADS 16 {HACHFEATOET, HAVN SO TN LIV NIV T DT
EVO DA IO TRV ELTZ,

2B B NE (multiple myeloma) (32> CIAETFEAE TLIZ N EIE , BEBERITRI S
B2 =72 > TEELT,

BE ORI T AR - BT A7 D g Rk, #§RERYA /) (functional fitness) \ MRD .
measurable residual disease: {G#ZICT <D &0 B BIFEAALDTES TONDNEI DDA T
10°(10 e 1 &), 10°(100 5 #ufaLZ 1 i) TEFMh) Ze 2 DIgR A ik, fERIEL £9,

MRD-Guided Decisions and Maintenance Therapy & & > T MRD(measurable residual disease)
FEAf TR RRE A% LHERF ORI LD FR f) 22— L THIRL LT,

MRD D1 X10°°, HAHWEL X 10 TREMETHLZ LTI T7)— SAEGFREFITEEL 9,
72721 MRD B CTdo THHEAT7)—D Z813HHL MRD 2 TH->TH RMIHHE 52413
HOET, BIS T IR THDHE ASCT % MRD 2P TH-TH THRARDIENHY LT,
#->CMRD SR FHIYRI D ZDIE TARIHMHAI T, o

MRD2STOP trial | MRD10 ™" Chat, BEHIZ[EIEDEFE TIREE T IEL TEIERLEL-,
MRD10 'L F Ttk 3%?&@*%@% 1% 20%,. MRD10 "L FOBEAIE 75% T 10 "LLF
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11075 10 S Kb ENFEL,

ZIHDIMATVIGIE MRD 2 AN LU CTEYAZEBE TlRiaEZ b, IER L, BERERY) 2 T
4372 B fi# (deep, sustained molecular remission) 2355 V7 BB Tl 582 X H)-> T
NV TR0 ET, T2 LBIEDEZA MRD 721 TR % escalate, deescalate 375
ZEIITEEE A,

LD FTEYAI% MRD (measurable residual disease) 10 (10 BFAHAIZ 1 {#), 10°°,
10 " CIAZEJERMEL 9, MRD 20 A EL TEYAV B CIRiaE L2k, IER L.,
BEHER A T WNEMNELNOHE G MM E XV ET,

3. HHURIRITI R DMERE = s B F e vl R CIE s b, 169 —%,

TART M AINDEEHT 30 431 E D747 (Leiden) ZFh 2L Tz,

ZOENT R CEE 2 HUSTERRA B2 R Y — K VM AMEA CWfiThHY | F-22
IR, P (ICLHER) D FELIIAT Vv RENRDVET, 747 v TlE, EL7 =Tz
BHEEMEICL TV EL, 7= VIR CIE A ARGEC7 =7 2725 T2 D Tl
LRI DT DTN, AR DFR Rijk(F47. [ENL) Museum Boerhaave % i, T
Boerhaave JEERED 7 — =72 ThHAHZEIZRDMTEIEE L E LT,

A FT/IE, Nen—z2FE A TWEL,

https://www.rijksmuseumboerhaave.nl/en
Rijks museum Boerhaave: Z®H1® anatomical theatre ZffIE& <720,

Boerhaave (7" —An—7x, 1668 —1738) 1X747 v K7 [ P B CHEE OfEH0 5, 3L

g MU 7= O BB LA RO =D TT NZE OB E N FEZEH > TG Z OHEWRE T,
BAFITES BN H0ENEZ M T FIET—7 VRBEBRICHY | SIS T
ITONT=DO T, LA 1T 1414 FEBE TOHIAEERE TEE LR AN DO EEE L TUOELTZA,
1636 4ELARRICTAT VR BIR BRI 22 o 1= DT, fRE RN I NADRIE L 22N JO FEES D
FELWAIZATONIZEH T, FAELEIO P T % RSP0 b S BRS A E LT,

LR B2 RIS M LTI 6 L ET AR A D E ) A7 7> (double hit 28 Ee) (2401
F 2 ASCT (H ZEE I AE) AT HE (B fit) S0 E B L £,

[EELERY R DL FEMEF REIEDOTER ]
I. BRI TE FEMBRBEFIREDSH & (RE fit 2V\)HZL)
a) HA:
@Dara-VRd :daratumumab(# 7% V7 A Hi CD38)+ V(bortezomib, ~N WA, 7 077 —APHEE)
+ R (lenalidomide, L 7" 738, YN A1 B 3E) +d(dexamethasone) & 4—6 ¥4/ b,
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https://www.rijksmuseumboerhaave.nl/en

EYie
@®sa-VRd :isatuximab(—7U%, 51 CD38)+ V(bortezomib, N V7 AN, 7 077 —ABH )
+R (lenalidomide, L 7" 73N, VN <A BH1# #) +d(dexamethasone) & 4—6 %17,

b) H FHlufE4E (autologous stem cell transplantation)
MRD (minimal residual disease, fSU/NEIFIRZE) OEIZL > TIZESE TRV,

c) HuEDRRIEH
IHIT4—6 4V

d) HekReEA
lenalidomide(L 773N | YN <A N BEE ) + daratumumab(# 7% Ly /2,1 CD38)

II. ZH#ERYRA7TH ZBRHRBERFTREDOH A VANVE)
a) HAH
@Dara-VRdF7-13 [sa-VRd & 8—12 ¥V
TUANZ2E DRA, Isa—Rd F£721% doublet

b) MERFEA
@lcnalidomide(L7° 73N, UK <A N EEEE #K) + daratumumab(# 74 Lo/ 2, $L CD38)
MRD fEIZ ZVFRE, EEH®ICLoMER 25 58,

[BYA) DL 5B BERE(double hit 25 7r)]
Double hit &i3F#% R RO s T REE 2 SPFEREORE, HIZIE (4 1)DEEL
Lq BINDIPFFT DI,

I. BYATE ZEMIRBHE AT sEDRF (2 VD ZE)
a) EAH]
@Dara-VRd F721% [sa-VRd 24 —6%4(7\,

b) B e
Y 27 %° double hit T3 MRD fEIZ B 5 5R<HEHE,

c) HiEDHE]
4—6H%1I,

d) #EEFHi : TE2O doublet T,

@lcnalidomide(V 7" 73N | HUN <A N BE#EE) + 7 07 7Y — AR E A F7-13Ht CD38
MRD fEIZ XD FRE, EEH &I LR 258,
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LY A7 T H Fep il B E AR TTREDRE (TVAN)
a) HEAH
@Dara-VRd F£7-(% Isa-VRd &% 8 — 12 #1/v
DRd, Isa—Rd, F7=1X7V V725 doublet T 1],

b) HERFHA: TECD doublet T

@lcnalidomide(V7°73N , HUN <A} BE#SEE) + 7" 077y — AR E A £/ 13 Ht CD38

£ FF LH MO BRI 2 DMERED D> B F ISR fTRED 5T
JERNEL £, IR — R £,

4. BVAIEEEE R del(17p) F7-1% TP53 2 B CREMNEIE QK T, Y (RizEsL H5,

7 = nN=T B AR T ~— | LN DI DFE TLT,

A FETREHRAIRE 2L CODDON A TEZZZELHVERFATLE,

P BICIRE 2 L DD, 2 ALY DIRZETRTE VD DT,

P934 (qugdrant) 45 H . A IS TRIGARIELFE T 727201 H 2B LIZD T,
VU 53 e VK AR A BRI C U TR SO KRG O A JE A DR FE A Jn 5 0 FE 3R C 9,

BITALRRE DO HL 700 B 2 UL BUTHEEE 3 020 F 7,

— 5 B TTIEREOMA A A RS A GO CEEZ 20 E7, HERO HifillX 23.4 £
TV TRBSE 1 AR CHRENS —23.4 B (K) 035 +23.4 JE () # L 8L £9,
ZDOHDOKENE T (BEE) LIZKE, Z0 B OFRENE T IUE FitOAR TR
DD T, KbGEx RADN BITHEWZH% AR E /0> TRAMH) FIELIN-EHTT,
FREEE= 90 FE— KRG i1 B = KBGO 7R

ZRNMEE BRI L — D DR B TIT e 25 B RE  IRIERE OO OERIRELEE A ET,
The International Myeloma Society(IMS)® International Working Group (IMWG) 2025
Consensus Genomic Staging |Z&5&, R EIAI DiE s 28 513 del(17p) F7- 1% TP53 285
F721XF D E (clonal plasma cells @ 20%LL ) T4,

Del(17p) TEH 17 Yeta (RN (p) O —EBA KK (delete) LEZ D TP53 JHARF- DI —73
Kb ET, TP3 IAMHIE H p53 ZAELEEA72DTY,

p (BLE) VD DIXT7 7V AFED petitCNhSU VB R TWET, —Fg (Ehi) 1% p DRD
DB TT, 2R ATENT2,

RO DOFFIT petit DHRKIZEVIFBHYET, FFIZIBRHRODEEIZ R DA LT
ENT=LITT, RITHAEVOIL Z T T2 ebdh o795 T, ZHUTKE AR KRIZ
m173>Clecome here |EWVVIDN TR | ERIZZ 7272072 F95T9,
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p53 I% DNA 0 L X D EAln 50 2% 1L THEEZR L AEE D R BREHIT & MV A%
HIEHFES,

TP53 mutation |d TP53 gene O FALFINE DD EE T,

TP53 Z5 1% MRD [t Th-o ThE A/ TTHBENDO T,

Biallelic del(1p)&ix—J7® TP53 5 del(17p) THEbith)— Hb b TWAIREE T,

DM EHEIE T RO YRR 12X
@t(4;14),5(14;16),t(14;20)with 1q gain (1q 23#H1lE) F721% amplificaiton GEfx1-at™ =03

WA HZE) 1(4;14) L3 G AR T YL RN R T CHTAL, £ DWTR DBIDO G EAKIC DR DHTE,
@del(1p); F721% 1q gain F7=I% amplification with del(1p)

Double-hit myeloma |£2-0PL EDEV A DRHEAHY T4 235 A B Tifbifk (MRD @
REEIZESDH ST ASCT %#179) <X° doublet maintenance 23 ELE T,

T2 LB DA EIX TR AN =N 2 AT H Vi X (prospectively) IZFEA S L7z
HOTITHVEE A,

FI-THRELEATHEIEH LT TFRE?DE572 the Revised International Staging System
(R-ISS)D3HY | JEER L CWDIEE M, BESMRZ DA T B bR 8N A TT,

[R-1SS(revised international staging system. 2&ET E BRI 558)]
R-ISSIFH B D T 2R D 3 DOFFIEZFA G T R-ISS L 11, 1T TRABL £,
R-ISS & cytogenetics |TWVEZIZEEE T, FFRIRFIZEDEEFITEHIAID cytogenetics &
EZTNBTT,

i) % B 2microglobulin & albumin
ii) LDH
iii) Ye R 55 (cytogenetic abnormalities)

HERERYIRAE (functional status) 3FiE L T IMWG frailty index (4, Charlson comorbidity
score, ADL Z 5 te) OFHAITRAR, IR TR N0 EHVET,

HERERY =Y A7 (functional high risk) | il 2 1XIRE B4R 24 7 H LN OEI TR E S KT &
HERALRIC TR AR T,

FLOET LIRS FZEHIT del(17p)F72iT TP53 28 S TR il AAME FLE7,
Qe AR EB V<O DHD EF,
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5. 4 FRIEADNH 1 B8R T A el B3 EIL TH L,

IAT v DT ==z (Boerhaave) B EE TEEW-DI, LEX O Einthoven =4 THIT
<% Einthoven 747V KFEOHIZTHY , LER ORI 1924 FEED )~ VEEZE LT
ESODTT, 100 FFLL_ERi, Einthoven 23MES7- KB D LE G & ORGLERD BRI T
WELTZ, DB N VE DX RIS T- LD DI/ INEAS RIFIO TV ELT,

FoE N LR gL TED TSRO DO AR SR RSV TWELT,

ZHUTHRE T 20O TIIR<ENL FEREZRFICANTRIEIZLIZVEGEICLIZDL T

f iz @ L TR S AL DO TT, RERZXRLO T, ZARLOZERHET 2 Hb 3 B
EOITEmEL = LN EL,

B DO LI E BEE ORI THJE T~ &3 H Z il B4 (ASCT ., autologous stem cell
transplantation) 23 A REN A>T, ASCT 1% 70 X TH A HET I,

ASCT 1ZANVT 77 CRE MR A U A IS RTNIC B Zi i 28 L Tl &, AVT777V 84 THIZ
B0 kg TP S S N G N

HILE, 4 FHIEAIE AN 1 3872 T ASCT 2L AT,

BAE DY A]BE THIUE ASCT ZATHA° 4 FEFEAIAE 1 RN 7e -7 BifE, ASCT IFHaMiisi
DOBHVET, BAEDTL'T VA 4 FEEKFBEA 3—6 $47VD % O BEL B HELE S, ASCT %
ELHE D H>D shared decision Z{TVVET,

72 BIBEHMEEF 2 & DALIZ T 20 FF - VL FEH A, IEERNI A OB #iE TH - ThH
8 NIZ 1 ANIFHERHEE AP IEL CTRIICHE T ENHVET,

FEYERYYAY B35 Tl lenalidomide Z AR E U7 MEFRIG IR LA AR 2 — 3 4EHkRE L £7°,
YAV T 2 ZAOPHA T2 E Tk L £,

@MIDAS trial

ZDOMATVTIX 4 FEFRA], Isa—KRd : isatuximab(anti-CD38), carfilzomib,lenalidomide,
dexamethasone (ZL2MIE D IEE ASCT Dbl CAFRICEITHVFHA TL,
ZNHOT —4L melphalan & H &ICEDEARFHEE, ZIRMEDIFRIEFEF LR EDIATHHY
HIED ASCT IZEERI M FFIZTVET,

@ENDURANCE trial
ZDOMNAT NV TITAEAERY 27 D BEE T upfront ASCTHIEIVENEF-HZATS H 2236 i s Al fa
BHOIL)EZ T TRWEE TIIEEEDHEFHEE T Tl

DFED, TNHDMNATAGIE MRD 20 AN &L TEYAZBE TG EZ ik JERL
FEUER) 2 T4y 72 B f# (dep, sustained molecular remission) 235507 HE Tlk
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P H I Z X > THENWEWIZEZR0ET, BIFEDOEZA MRD 721 ClakEx
escalate, deescalate TAZEILITEFH A,

FLOEFL 4 FEARFNNE | 5RO T B Fipl i 3% Bl Tl T,

6. FFERF, VA7 RIMEL T CAR T Mlladtk . —ERFRIEDUA, SUAEME S RGN,

7 = =7 B AR EE I B EE A FE B L7247 % N @D Antonie van Leeuwenhoek (L—7x27v7)
DRV DBRES ARSIV TWELTL, &), —REZITVVABDHLDON 3N EE A

TL7z, VY ATXEE %DTZ’P 2—3mm O/ NDOERIZIT NV VAT LT, ZDOV/ A T4 BRI

BRT 72/ NS 72 N SRIZIZDIABEL mm e DLV FEIT R (D F) 78 2 22 &L TRIEE LT D T,

(53 =250mm/ & R EEEE(mm) | 720 THADOIEF RO A THE A EREE 1.25mm ThiuL
#9200 fHIZHER TEHEVID T, BEAE 1.3mm DOERIRK TAL Y AT 266 5DV A DHETR
SN TCNWET, ZIUCERE T ETHIE, AT a2 L QDD T,

TAMEE i@éﬁt@&wx LA DOEDLEENNES>TNTZDTT A, —DODLVAT

AW =ETe<ENTLE,

B HIEA R L6 T MR O BERE 4 (T—cell fitness) & S FRAR BT A R L T
ATPURSZRAR T 7ﬁﬂiﬂ’7 : CAR(chimeric antigen receptor) Tcells) . — BERFEMEPHLIR (bispecific
antibodies) . FLIAFY B S 1K (ADC: antibody—drug conjugates) 72 E b fbivET,

TBRETFENZEETR DI o Tl =19 A7 J@ BilAL., #EREROMEEE (functional fitness)
MRD (measurable residual disease) I 7E. L 0 D7 07 7)) 72 E D370
1R £ (panoply) NEARD I~ T-D T,

(T MR ESFE, —EREERIEK]
8 (relapsing) H D\ T EE B (refractory) B BRI 5L CTIE T AR EE S5 VL (T—cell
redirecting therapy) M TN DIV FEN N E D> CEFELZ,
BI{E. ASCT ORVIZ T HIAAEAY P35 (T—cell redirection) 23MfF5EH T3,
ZAUT T MR OO B A 1 Al C A IR IR B 2 M e s 92 & T
BlzIE, EARRMPUL (T2 28=7) B T Mo CD3 S BiiEMIE O B Al sk SAGTR
(BCMA: B—cell maturation antigen) Z2EVZ [AIRFISRE AL W1 o5l O T T eI
WEESHLHETY, B R THUA T T Ailn - A 2 L 32 | &)
BT,

[CAR T #MfEI5%]
F7- CAR-T flay59 (Chimeric Antigen Receptor T cell) T T #lldZ2ELE L T, & HilE
fa o B Ak EAETE (BCMA: B—cell maturation antigen) Z38ik4 5 N LOZ KIE%
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a8 A U THIBE L) 2 585 - B TE A L9129 5 cilta—cel, ide—cel 72X T4,
B Al fE sk EE TR (BCMA: B—cell maturation antigen) Zf52#J& L 7= cilta—cel & idecabtagne
vicleucel(ide—cel) 3N E9,

CAR-T VT fffa 2 BB REHI a2 o5 —2 0 TTHIIIC B S D [ LV)
HARA T,

Cilta—cel 1T DFREFITKREZITEL-, 740D EI A EE TOFEH TITENT
DHOME H TIEIRYIN L O H LV ATF R BB S 7B TT,

@ CARTITUDE4 trial
ZDOMATVTIX cilta—cel IZLDHERD lenalidomide THEJS T progression—free survival 73
FER LU FLT=, cilta—cel T MRD [, £ progression free survival 2355 3U1EH 1 111 5K 5 4E,
HEITNHVEFATL, - T cilta—cel 1L A7 OEEFEEE (fit patient) THELIIEE T,

@ KarMMa-3 trial
ZDOMATVTIL 3 FEOFHMEIELDD ide—cel TAEFRMEELEL,
ide—cel ITFHNDZZRMED ROIRRENE, N =% V=X DD EH T
T =405 CAR T—cell BB IFFFICHERERIZ ) A2 B TTYMADMEN BB G HERE T,

@ CARTITUDE-6 trial
ZDMAT ML Dara-VRd : daratumumab($t CD38)+bortezomib, lenalidomide, dexamethasone)
TEAZIT-7-1%12. cilta—cel(ciltacabtagene autoleucel)CAR T—cell ¥, AU ML ASCT HiE
DEBLIDMENDDD H#E T,

@CEIlen trial
ZDMATMZE Dara-VRd +ASCT %, Dara—VRd+ . B4 B HLIK (elranatamab-lenalidomide)
Hh[E 6D D Frilg T,

EVO DT THEFEVE(relapsing) DV NFEEIR P (refractory) H BEMFLT 6t L Tl T il a7 SR TA
(T—cell redirecting therapy) 23T D IR FRANADE D> TEELT,

B R EAET R (BCMA: B—cell maturation antigen) Z#2 )17 cilta—cel & idecabtagne
vicleucel(ide—cel) T3,

[CAR T MBTEE DRI AV BRI EHEIE LT : talquetamab ]
CAR T-cell {E¥#HiIZY 2/ JERI{.& bridging therapy 2343 CTHY CAR-HEMATOTOX score 73
fFIvET, BEIED cytokine release syndrome <> ICANS(immune effector cell-associated
neurotoxicity syndrome), JE&H4x, FRAL LR E N THITEET,

Bridging therapy (SR 25% L ETHAETHRN B NI T,
7272L BCMA ZHERE LB IE LIRS PURIRD A% Bl 24 O TRET E97,
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D7 BCMA ZRER LRV ERRRPUAY - — (talquetamab, Y 4L Ze & aMiEbivE T,

4—t'— (talquetamab) (3 — EAFEMEGUA T, B REIEHIIADS G v VB AR SRR

DA C/I =75+ ~N=D(GPRC5D, G protein—coupled receptor, classC, group5,member D) T,
T MIfaI2S CD3 ZARRYE 9% " EAFSRMEGUAR T, ZHUCKV A 2 S0 T BRI 2
WEESH £, OFD GPRCSD (350552 E HEIEMIE 205 720D HEI T,

BCMA L3I DTRFIER T,

FEAER 720 N BRI 121X fludarabine—cyclophosphamide VBN B HERE CIHEIL D21 T i d,

CAR T—cell DFjIZ, — BRBIEPUA (bispecific antibody) 24 92 L T—cell DS D

RE &7 antigen escape LT D TENHVET, — 7. CAR T—cell DD HAFFEM
PURERIEEFER D220 DT T, 1> T IMWGE B SR ZER ) Tl CAR T—cell DD
AR R HZHELEL CUVET,

72770 B RIEPURIIEERLE (off-the —shelf) 23V B AT BE CE 7=,
Teclistamab—daratumumab DFLA 5O HDhEIE CAR T—cell IZVERT 2D TRIEMEITD
SE I EAEAETURS G ENE S, CEAEMETUAOE BRI T T L EEAD,
7~ 1Y (CD3+BCMA) R24—t'—(CD3+ GPRC5D) ¢ 6 4 A fii i e ik 9 W A i A%
LIRIRZ T L TR RE S5 R LRIC TLZ,

By IRRERE B 72 SR (fit patient) Tl cilta—cel £7-1% teclistamab & daratumumab 23FFILFET,

BCMA Z4—r ybe T DIRENRINLT235E . F— vh%& 2 8 (GPRC5D + talquetamab 72 &)
Li‘a—o

ZHHD MRD & 72 BEDOIREITAHICHER L TWET 2N, YR A2 OB BT MRD
Fat . 4 FIOFF Coelo an diulE ASCT OFEIEIF Y T, LAl MRD Btk 84
I3 ASCT #iEDEITVET,

FEOETLHBEEAFERF . CAR T i, " AR SRMEGUAR FLAEYE SRS BRI IR0 £,

7. FSEERTHCIKRAEE L T MGUS &< S0 BIEBifE, SLIM(O60%, B85, MRD&H IV B HfifE,

P (ICLdER)  EHEE (DR EAD) O ZNIF 2 4T VITHIEL . 747 VR FE IR D
Simon Vissering (74v%)7") O 2 [BEV V704 58T H 381 (8 SN2 R LD H AR AR
o5, fmEEAY ., EER) R EFR MR DJFEE) | [EERE. EINE, FE BT HGEHEE 70N
B, BUR, B, Mt o&%Z B ARSI AL ELT,

H B2 Hk A DORE my 7 N 132 1L CREF RSO E LT BRI EEREA BAEL Tz
MHTLEY,
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Vissering DFIFHAELFE > TRV ZOFE ORI TERARVELT,

Z DTy =R VD B ARTEDEE R HO Y —RK VDSBS HERR (B F3) OBAEEZ T L TEDT-

H AR SOA 4T DIEARRS FEEAR DD LT, BIEITIFMTHEZONTOET,

P (Van) OFHE TR T Fb SV BT LAb D LRI TL,

ZATRILF RO H H O 72 AT H AROHEMEEIZHHD EE A,

W17 HA1X B AMEE O DO TY—K VNI Hydrangea otaksa EZFED [ BEIA ) DL Z AT TOET,

active 72 2R M H HEIEIZJENL > T 2 DO MEREERTERIRAEEDSHY £,

i) Monoclonal gammopathy of undetermined significance(MGUS)
(B OB a— M <) 07 )/ fE)
ZHIUIM EEPEDOLNDLL DD LN RS S O W FEEA GO 3710 & I SRR BI 221
R0 FES, BN FEFEIRAE T monoclonal component<3g/dL CTHE MO BEIZ 2 10%
R DOHD T,

ii) Smoldering multiple myeloma (9" 50 L 38 E 5 B i)
MGUS LV E AN &-<° M & &N — 7 B BilEE E 5% T Dl 54 £72
ROV VREE T, Smoldering &1k % EFTII<T S5 TWAEEIEKTT,
Z 4 monoclonal component 23 MK 3g/dl, FoITEERILO B MR EAHKIK 10%., F21X
ZOWHEDHETT, ZOBHBEOEE 11 MGUS 2NEBI 5B SR O R B0 1 ki1
IADBRBEIRZERHNET,

M # SO I IR A D E ST AN VIR DY EE A, T 700 B RNE O Ei)y Y AILE
AL, AL, WEAREDROREE T,

[SLiM biomarkers]
F B HEIEORERRIZ SLIM biomarkers (clonal bone marrow plasma cells =60%. ratio of
involved to uninvolved serum free light—chain of =100, MRI C1- 2L EDFATHER) NHVET,
SLIM [F LA T DEESCF A A S DR Teb O T4, BAEIR TS SLIM A7 45 A3 L RV E RERE
I FEALET,
-S : Sixty (60) F#fiHOsa— PR EHALA 60% L
-Li : Light chain(i8H) i EBE s O ISR, FEMEE I LAY 100 VL || 7272 LIS o
BB S IR FE 23 100 mg, L LA ETHHZE
M:MRI MRI CEAE 5mm LA EDOBARFTZEDS 2 23 FTlh EdD

ZiU5 SLIM OAFTENT active 72 B3P B BEIEZ B RUIBE DAL E T,

FLOFTHIGEEFTERIES L TMGUS (Monoclonal gammopathy of undetermined
significance(MGUS)& smoldering multiple myeloma(< 9 S0 M8 BEIE) 23D £,
SLIM & i3 #ifE ¢4, IREICHIEGERTHICK B OIG R 2T £,
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8. KT SHEEWE ARV AZ 6 7 H  HhIRY 3—4 7 H mElE2, ) A2IEH CD38, MATAVEN,

Vissering |35 A7), 78 & & EE OE N ZERIZERVR TRSTZO TR, ZAD

A FEIIARD TEUMZ N Vissering (&S THEUWONEIFZ 572 SIS F A X - T
VWET,

Vissering M5 (Rapenburgl2 &) 13—k Vi H KM EE (Rapenburg 19 FH) D7 <
(CBUFLEDRTTHERZIRVELIZ, ZOFITHAR, 2 NT# 2 A, o707 edl
JEENLEL T, EMEATEZ L RESIL TRBVIERIROOEEZ RN THE-S 72X TT,

FAT  OEFUERY TRV BEANC > T—BLELT,

<F SV IEVEE B E (smoldering multiple myeloma) DIEHEIL. VAZDMEV D>, VD>
IE I APES

(V27 DNEHY R DL T S0 RIL 3B BE B D 15 ]
[ TR SiEraE=

KIRI725 6 71 A 48, YAV 3—4 71 H .

El8
@ L5 KN AT VN

[ =R DL T SB35 B OTRE ]
@ L5 1 o TlIimE a2
@ daratumumab f# H (Aquilla trial)

Eyielat
@G RN AT VBN

FloF L KT RVHOIEEITIRIATIE 6 B HE. PIANT3—4 A BEELET,
BRI TIEHT CD38 i H LI R AT ABIN IR ITHZEN TEE T,

9. BT ASCT AJREERFE 1T 4 FEOFF (Dara-VRd, Isa-VRd), ASCT A~ AJRETE, 4 FEOFH,

PaJE (ICLdEda, AR BT ) A EHEE (D72 EA S i (LR E L &) &
HATAT VR F LT DITFR, 1862 A (SUA 2 ) > 1865 4 (BEJT4E) TLTZ,
FAT V REFIEFA O FNTIER 230D Z DIER DIE D= EIlTh723H0 . AL ZAREZA
Ta—t—ZfRATEDIEAH 728 LIRS RE LT, 74T vV REFTII MR D B AR
FLLY, 1855 4F (2B 2 4F) [T LSNVEL T,

https://www.universiteitleiden.nl/en/education/study—programmes/master/asian—studies/japanese—

studies

FAT VR HARZEE LERIE)
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KFHENOEEZEFIEEDO THRE (Z26) RFEWEZ R IMOE HHURLET
FrBhle LA ARGE Tjté%ﬂ;fi%f EINTCWV=DITITEEELZN, brok
ZAvEWET LR, ZZOREMEITITE BRI R 6@;&%5%'0&?“

BUF 35747 v RFRILEIL 1861 $ (TR SIS 2 AbZivE B Cnzidd7 T,

B HEIEDOFF T/ r— DAL (clonal evolution) 2 % 4k ¥ (immune exhaustion)
3?35.’)1/\ FZOMEIZIVET,
B DTVANVIREE (frailty status) BIHAE#R, 28 IR HE (performance status) | FE
A OHEDRREIZIVIREF R E RO ET,

BAEDEZA ASCT RIREARFS Tl 3 AUFAEIEIZAE OFHEIEICESHB I O ELT,

— 5 ASCT (B ZepHIfEAE) 23 A Al RE72 FB 3 TIF4E OFH D Dara-VRd 7214
I[sa-VRd & 8—12 VA7)V D1% . lenalidomide 22X — AL U MERPRIE A T2V ET,
Dara (daratumumab) % [sa(isatuximab)b 1 CD38 HLikDZ LTI,

@Dara-VRd (% daratumumab($T CD38 H1{A) + Velcade(bortezomib, 7' B77Y—AFLE) +
Revlimide(lenalidomide, ¥ v A/} B8 34K) 4 dexamethasone @ 4 F HfH T,

@Isa-VRd | isatuximab(fL CD38 HL{K)+ Velcade(bortezomib, 7' 077/ —ARHE) +
Revlimide(lenalidomide, I v A/} 18 34K) 4 dexamethasone @ 4 FH HfH T,

ASCT RA[HEZ2 ARTR IR O $ifE 55 Tl MAIA trial T D-Rd (daratumumab+
lenalidomide+dexamethasone) @ 3 FEJf M T ELT=A3, BTEIX
LEIRAE B A5 4 FIOFHBHELE T,

IMROZ trial CiZ Isa-VRd CH#AL Isa-Rd #EFRf4 ASCT RREBE TORT=22 kL
LFEL7=, BENEFIT trial (X5 IZ [sa-VRd 2MEALH LB L FLIZ,

Perseus trial Cld Dara-VRd ® 4 FIfH 1% VRd @ 3 FIFEHIZEE T MRD a4
PRT=IUS DY B < (deep sustained response) . 77— FHEI N E-72D T,
GMMG-HDT trial Ci% dara-VRd D102 [sa-VRd ThHRIERDFEFCTLT-,

Bortezomib (707 7Y—AFLZEH], N VIAR) 1T CIIRET T AR EETIX
f# 2 F9°, Carfirzomib (707 7Y/ —APBLEA, HA70)2) 1300 RS0 & HLE TIEOEET F97,

NYAIDEBEIECIEE D722 C i L EA HELE L F4,
Dara-VRd F7213 Isa-VRAE A% 4—6 Y17, ASCT(MRD DIEIZEHDOHT)E1TV),
A FEOERZ 4 P47y, 2 FEE A B L £,

FEOFIHEIERR T ASCT rlREE A 1T 4 B (Dara-VRd, Isa-VRd),
AA[EETYH 4 FEOFH A HELE T,
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10. FEC EHAFRMEGUR (T/~AY At =58) A Ml 77757 (L ILO)RTALE THAMAV i | .

75 8 (R AR RN 2 0D H B TRRIBAA D BUR THY RZE D3 BUEL FRIBAA D Z D < IS
ICRAFSIU TRV AT AL £ LT, F72 AR I3V FRIO LT 2B 0
EBEE DGR AV EUT, A DR, A, Bl Ui, LRI, %R,
NEHFE 2 A TE BTG E D3N2I S TeBAFAE LRI Te DT,

BeAME-T- S HITHE, BfFCb i AShE LTz,

(VA DIE-TEE
P, 8L FEL B, Bla. B, MER, sEEh, EER JRGE, ROl THEEE. HE,
TRE 35, KAl A, B, N, BORE, B VE, TR B MERL BN 2R, B
AR, BLG DBE, MBE, s, BREE. WL (b, R, B SR, FIER. SRR
i, FEE, JoRBRK, EEL L A, #ig, A b, sERk. B
=Atr, Bdfr, EER, SRR, EME. B B AR IR, B RE

i

B AR EAHT R (BCMA : B—cell maturation antigen) Z 829 23 A 3 DD HURD KR
SHLELZ, AIE teclistamab(77~'(Y), linvoseltamab (JE|PNZ 3 #H5E0) | elranatamab
(T T4A4) D3O THY TN ETHEEDIRIE 221 ORICBE TH —IRE TE W
FOGENRHYET,

CAR T—cell DI, —EFFEMEHUA (bispecific antibody) 28 9% & T—cell D3 A4
MR B L7220 antigen escape ZREZ T D TENDHVET,

—7J7. CAR T—cell D% O B4 RAEHUSE -IIFE R DR DT, 1> TIMWG
([EIBE BENEAE 354 Tld CAR T—cell D% D — HEF BMEHUAE A A HEEL CUOVvET,

72720 B RIEPURIIEERLE (off-the —shelf) 23V B FH AT RE CE 7=,
Teclistamab—daratumumab DA A HEDZhEIE CAR T—cell IZVCHiT 5D TREEITD
SEF EAR AR ENE S, CEAEMEUAOHE BRI T Z0 L EE AN,
7J~'1Y (CD3+BCMA) R24—t'—(CD3+ GPRC5HD) T 6 1 J fifi F T il 9 4 A fii
THETRIEZ HHIEL THIRRMRGERE S8 RILIAC TL,

#—t'— (talquetamab) & " E R SMEPTIA TH, I BEEAINLMIAY BCMA T7e< G Avn/E
P Z RAKITA C/)' V=75 f~'= D (GPRC5HD. G protein—coupled receptor, classC,
groupb,member D) T, T fifafi]2s CD3 #2345 Bk RIEPUA T,
ZAUCEV A 2 O CTHBEEAND 2 BOESE F4, O FY GPRCED (350 &/l A3

B HENEA A A0S 720D B HIT, BCMA LIdRIDIREEER) T,

P72 LA (U TRERRHE IR, T AIIE O CD3 LEES ML _Eo> GPRCHD IZRIFFIZRS &) X
R 2L (dysgeusia) 0\, G 2L EORIWERANHVET,

F LAY tocilizumab(F IL-6 Z RAEHUA, 77747, 80 mg, 200 mg, 400 mg)% — EAF M
PR G-aIZ 53 D E A AV I E@ERE (cytokine release syndrome) D Y- [4 A3
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T&F9, Tocilizumab 8mg/kg H.[E]T 10% D H L (1FI1E 46 gradel) IZJEHHFLT-,
FAMIA Y ECHEERED I IEL D tocilizumab % 5-(reactive tocilizumab) CIIIEMBERED 60% T
L2V ELTZ, Tocilizumab (ZXDRTLE S OIZEEMEIUL G- OIS I3/ Rk~ =2 T2 £,

Preclinical ex vivo data (ZE/R2>GHED U 7- Ml CROL IV ATERIR BRBE D7 —4) 128D L
Daratumumab($1 CD38 Hif&, # 7% Ly A)I% TRIMM-2 trial C. daratumumab+talquetamab
(#—t'=). MonumentTAL-2,3 T talquetamab(#—t —)+pomalidomide ("< A}) = daratumumab
F T Vs A) OSSR VEL T,

/22 21E MajesTEC-3 trial T teclistamab(77~'1Y) + daratumumab(t CD38 HLiA,
278 Vs AOPER I ENLIEIC 1—3 [BlDiERZ #& % 72 #8535 T pomalidomide/bortezomib %
HEARETD 3 FHHIDBIZANTENAERE BT 2 BmPEKEARDFEL,

MajesTEC-9 trial Tl teclistamab(7/~AV) HARIRIZ ., BEIZ 1—3 BIOMOIRIREZ#&H>->T

V5 B C pomalidomide, bortezomib, carfilzomib, dexamethasone(PVd)# 5-#£L0%

RAR TP CD38 TRUSA B | lenalidomide Rt A& THENTFER TL,

ZAD teclistamab(F/NANZ AL T 55 2 SPGB ITETH > THt CD38 Hi{AX> lenalidomide
BHICEADLTEHTT,

Cevostamab ([EIN{EERH) & — BEAF EPEHUA T FcRh5  (Fe receptor-homologue—5)&

CD3 D SO FERLL TIDO O EEL T A fEME B BiEA S E L £,

H—IpE TH THYFHIZLLAT BCMA IZK L TRIGR DS G A E T BT pomalidomide
(FIUN<ANBIHESE, &'<Y AM, 1mg, 2mg, 3mg,4mg) EOFHSVET,

BCMA & GPRC5D @ B EHURSE B STV ET, RedirectTT-1 trial €
Teclistamab(7/7~'())+talquetamab(#—t =)D FF ISR Z D H 5 BE THRGED B> 7D T9,

FLOETLHBEERE T HRFRESUE T/, - —55) A TR HVET,
777 57 (e IL6) BT AL E THAMA Ve RE 2 T B CEET,

11. 31 BCMA BRI HURSEME SR (7' =Ly 7)) B R fiasy 2o NEG A TR,

[E]37. Boerhaave BHEE MR IZITATL 2 DN E L2 AES TEIZDOBE B N ERSN TN T
J&#EN L FL 77, [God created the world, but the Dutch created the Netherlands. #1234
BIVAT S NDIATVH TR o7z | LD DT,

ATVAEACK, E L0513 mE FT9, 2B (dam, dijke, #'47) T #ta2 B [ A R H T
Bk L CEOTIFIEDOW 2 L2 A CE L 28|> TE7=DT9,

T RS 0K F1 %> TE =D TARSHEBE O A I347 2 13 E Lo B - Xk5 T,
TAATIVE b By TV AT, TAAT VIO B (BEBS) . vy T VDX W72 DT,
JEEE I 1200 AR ROV E L T2 DMEH D K & B 1723 HE/K B 1400 AEREH T,
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BCMA(B #fifie il BT D A B0 &3 D PUARSEY 5 18 (BCMA—directed antibody—drug conjugate)

® belantamab mafodotin(7 =V vy 7 )T 50 F a2 B BEIE A IA 2 BP9 & U auristatinGREIE 7324
VBRI NE DB EZRHE 3 2) 2R IR A I B ik 97,

ZAUTTURDS T E e K 1 O BCMA (TG A LIEAI S M NI HRVIA F4 auristatin TRUNE 2
PHE L TR RA P E L £,

DREAMM-T7 trial TC belantamab. bortezomib, dexamethasone(VBd)%} Dara-Vd 73,
DREAMM-8 trial TC belantamab, pomalidomide, dexamethasone(BPd)x} PVd 23RS EL 7=,
M trial &6 EEIXENLIAT, HT CD38 & 5. SN TRWEE HDHIHT CD3B I D HD
BELLEL, IRORIWER CIRFHEDE=4—% LB LLUELT-M, AHTLEZ,

LD FEFLHFEIC BCMA BRI OFUEEMIE AR (7' —Voyy7") BT, Ml ROR/NE
ZHELET,

12. BCMA ) CAR T a0, 7/~ M)+ 49 Vo AL 72137 =V oy 7 03 fESE

RSO ABESS DN P AT RIGHIE AR E A7 4 808 O hy7V 74— (Van Kattendijke) ®
Van [ZNAYEED von, HEFED of T, ~DHEH LI T Katten 1 X7, 7 4—% (difke, ' 4%)
IR OB T, FHOEBEEVO A O MG T, Z2ITBHE A K L& B RN
TEHR LTGRO AVAED) Z1E -7 Kinderdijke (07 VAT kB AEE) D3
LTI ALFETHTASFM /1D van der Waal 1%, 741D Waal )11 H57 HE &)
BEROAFTITT, TR JEKOWAE  ROARHRTNREE T,

T T A=Y S ITAT o 72 RE, 1851 AR H R ANRA 74 OAR DK HE 72T ZFH I L THEY
Tz 6m RO KA R TITRL TOVET,

HS— B &G Z e 2t 7oK LT 722 i e X i & 7= LI Z O FE ORI %

ESTZ ND N REDIELIITHENS 2515700, Foex A708 N THASHERE OBZ I+ D
RAZFF O ETITARDI I I KIKOE 55 TIE AN TIER V)

(BIRHEESEITO R 2 hy7v T~ BESCE)

20 H. 3 [EHDOEROLGA . IROIBHEIXLLRTOIRENE I T2 L0 ET,
B R EAETE (BCMA : B—cell maturation antigen) A2 ROVE S O -3 ClIIEEIL,
B O N S A 1 5o /A e O < IS

7212 UIRIEN ANIZ BCMA R OTy v AR HY E8 A,
T =40 H1E BCMA CAR-T BENEILT-856 | teclistamab (77~'1Y) —daratumumab (
25 Vo) R) £721% belantamab mafadotin(7 =Ly y 7)) % FoAR L4 AIEENHEDE T,
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L2l BCMA #Z8) T e ik g gk (BCMA-directed T—cell direction) % D3 Tl
FEBUEK T (down regulation), 288 BCMA B RIBPAEIZEDBL VD TT,

ZORE R BBAE CIIERER) 3 A F)H (standard triplet therapy: $T CD38 HL{&, carfilzomab,
pomalidomide) X2, talquetamab(GPRC5HD ZHEfY, f—t'—) t(11;1DIZxR L TiX
venetoclax(BCL-2 & AP . N4/ %) £ proteasome inhibitor, selinexor, alkylator-based
combinations, bendamustine (7 VWM EEL . b T¥V), salvage ASCT 72 ENEZ HILET,

B EBEE T ASCT REEDHEE . teclistamab (77~'(1) —daratumumab (# 7% L v/ %)
BEDOISNEWVWEI T,

BIFE ASCT 1B EN LN/ E L7228, Myeloma X trial TIXR{[EID ASCT CTHEMAEA
18 7 A M5 36 41 A fi\ = 38 Tl salvage ASCT 28, £ 1 cyclophosphamide JV&A HTLT-,

FEHFE 4L BOCMA R CAR T fl B s 77U+ I Vo AE 17 =V oy 7 DM T,

13. IBIETAZO R T g et X E S, FRIIPURKRE I C LA PUR AL T2,

HAREAT A DR IEEST-DI1% 1600 44 19 BH (F&fF 3 A 16 H) T,

A58 De Liefde (. NAYEED Liebe, ZEZED Love E[EIC)ASE T A AD Y T YR NS E T
WXDIEA R REAMBIZT-E0 O &xFE LT~ 110 AOFEME THEEEST-E 24 N BRTHE
136 NTLTz, MENERETESToD TREN THIELDOUA)T A TH AADBAT A NV ea=2T v &
TN FEEER R LIZO T, 2 NIIFEFEOESHER0, T4 AT =Jiitgst it LT
250 A DFEEITRY A ARABEICEBA R, Y- 3-27 Vb G (Yaur) Loids . BE
HEW, TN BED BN EINCNEINIYY - 32TV DA DBRTNET,

PANTBZE T 2V A VDOEIE, T VI MEZ THHONDATVE DT VIMEE T,

HEENITR MW NRLANA Y NDSRTAN ) KD LTz, LONAT DI FH H B0
RN TNDZEN DNV BN RO BHE LRV E LT, LA BN TEIAT/8 NI
N VHEGL (T 0T AN LT27 07 AP b T D e DI RIS 7 LT DTY,

BN 22T 2 2OAW) =R R B (biologic principle) 23EEZE T
) T HIAE DA (fitness) [T H 2,
AZD R Natve T #ilel (FIZAPISHUTIC H 2> TOZR0 T i) TEpFEE T Al
2\ 53 RHIT CD8+ T il 0% CAR T et — A S USRS IR SUG ARV D T,
UL T IR O EZ TS DIEH S VTN A A2 —h—= 3501 TIEHD A,
THIRZ 245 KO 7275 (alkylators, proteasome inhibitors, BCMA FERVER) %
L CWAETHIEfEE 415D T wash out H AL BT,
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i) fr)EikilE(antigen escape) CHIET A,
P KEE (antigen escape) . il 213 monoallelic and biallelic deletions, BCMA,~GPRC5D
DIEGIW L ZE B nontruncating mutations) 72 E (X FE/R T A=A A THEERIZ B DR %
S Ed, PUFEIRES I BCMA X° GPRC5D 72X OREAIHUR AN & LIZ0IEA
2> T CAR-T #ilfn > — ERRMPUAIC LW B2 RN LA EVET,
PR KRECIE 2 bR R (multiantigen targeting) 5L F 9,

FLOFTLEETAZOR W T Ml I EE T4, HRITPUFEREICED
PURZAL CRZDES,

14. MIATNVEHNT cereblon E3 ligase modulators, = B 4F BMEHLA, anito—cel G CAR T FH vl HE,

AT VT A= DAINZITAT A D0 1857 4 (LB 4 4F) IZJRIES T 37T ADEETZHD

ED Iz E RIFEELE T CIT T2 ENIVTOET, THIERARITRZ TODOR
HARANDFHE CTHDIEITT,

RO, MEAIBRE | WLOBRMEE, ZA KB 772 L1 LB <HEL DITHT - REDN I 5 e,

BT 9 RERINEZ Hav, FIHEER VAT 3 R (b5 3 WeR, BT e & 0
2O TWET, BEADIRAFER D AR ELZZ T CNeDTT,

SIS XA T2 GE DN EERE CR B BRBIZIZ R G220 o 7285 T, BREAHIZET B KERH (R =71 =)
Z 1AEMNTCTHDHERFTEHD 2 SiEEGL V=D TY,

A78 NITHA) 1609 4ED 5 1641 4F £ TIIR MG R P ICPafE 2 2, 1641 I RIR T B~
BHRL E LT, By 7o 7 4= i3 T 2 o7z ks, 200 DL ERTOM I b OE E %
BLELEDRE R EEATLE,

JRCER LIS UG TS L ¥ ay T IRERE e O (BZEE) DBy 770y Za~ED
FLEENAARANZTOIN—TCHEASLE LT,

Hr7-72 cereblon E3 ligase modulators @ iberdomide, mezigdomide (X905 28 2 L7~ H A
At BEAMRZE TOMHHERE CTEWh A2 7 RL £, Iberdomide (L#%i/T., daratumumab,
dexamethasone LD FF FHAEE 2 R EL TRFBINELZ,

cemsidomide |Z#% M IKZF1 & IKZF3 degrader THLVEIE TOEFE . 54, CAR Teells,
T ERFRPURIBEPI THL RV R HD FT,

— R PE TS EHTAR (Trispecific T—cell engagers) I35k _ EHUADIRELRY 72
M THD, 3 FFHOLENICHE S U TR A A ~FF 5L CTHEBESELD T,
FEARE O B % 2 FidE6HZET—HO BEIDNEAD . HRL THHY—H%& LT
WETEET, OO KISITRAF T,
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[ = FHAF B THIALEE EHTA]
Remantamig {3 BCMA+GPRC5D+CD3,
ISB2001 & BCMA+CD38+CD3
IBI3003 % BCMA+GPRC5D+CD3

#7272 CAR T—cell g% 5t (constructs) HitEA TUVET,

Anitocatagene autoleucel(anito—cel)lZ BCMA 12/ CAR T—cell {5 CTIHEPUAH F D D-Domain
(B R T2V VG O VD AVE BRI O BCMA IZfE &3 585y LT E S,
Cilta—cel DITAFRRFIECIHR NHV EH A,

in vivo CAR T—cell #3&% lentiviral Z~"—AL L7277 0—F CHL R > TEEL T2,

lipid nanoparticle-encapsulated messenger RNA(mRNA)T 3 -2 — #E4s BPEHLIR
(BCMA and CD3, FcRHband CD3, GPRC5D and CD3) % in vivo THEHEAZ RLUELT-,

Y27 @ smoldering multiple myeloma DIGE S SuH (Z#E{L LTI VIILE phase3 tiral |2
TEL3DDIMAT VB B A TIEENME myeloma ~DHERA P T ET,

* QuiRedex(lenalidomide—dexamethasone)

-E3A06(lenalidomide)

* AQUILLA(daratumumab)

AQUILLA trial A>5 daratumumab 73527 smoldering multiple myeloma (2 S415
JIOIZZ20FE LTz, 725 daratumumab BHIGHRIZEEAA7 Vay T,

Aquila [377VEECHE (L) DZETY, HAD SE 7= AR TAKIRA IR T
KREyFLUELTZD aquila EHTED HST-OBLILER A,

FLEOFETEMNTATAVEINTIEY cereblon E3 ligase modulators, — AP EMEHUA,
anito—cel(#r CAR DD N T&EFET,

15. F%& - SO 59— - lenalidomide & CD38 7253 DDA T TIBIE,

IRBATE DI EEmATH EEODIEH AT T, £74 55 Tld Nederland ({1 Hi)
T¥, #4455 T Netherland(fRWE) | 770 235 TH Pays—Bas(N AN ARV L H) T,

Holland (72 M) 13474 PaEERoAbR7 M FER7VMNER L E9, 4708 A0S B RIS K=K,
ETBT= BN U T Holland MN2NS3K T2 EF » 72728 Nederland 234704 12732> T
LEWELT, ETDBRIEDENIVT H AR TRERMNDRIZEWVDI JH70b DT,

(LR BREEDOE - BB A DIRRE]
[—&rEE]
BCMA CAR T-cell {5 & B FF R IUR T E M rTBER S B I3 AT E 2L 4,
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TREOHETHEIRO D TALEY AL OIBIREHELE T D, £72 CAR Tcell {GFITAH N

RO THREDFBELL CTRBIRNDIEELLE T,

t(11;14)DERFEDIBE | FEFE - HHUPEIC B DS T venetoclax(BCL-2 2 S ~' %IV /24)
EERTT,

FEEDH DA lenalidomide(V 7 73 AN AN B EFOITH FVHFLLBHVFEH A,
PR E D HHEE A bortezomib(N VAN | proteasome FHENIAFFLLBHVEH A,
Carfilzomib(#/7 1Y A, proteasome PLE)NT.LEE, v b— VAR B OEMEDOHEIHFFLLBHYEE A,

TVANVEE Tl triplet therapy £V doublet therapy ZH#E45E T4,

B UBRIR R O R AV MEIZEFIR NATV SN EZ L £5, FIEHED in vivo CAR T-cell IB¥E.
— B BEAMEBUATRIE | cereblon E3ligase modulators 72 8 1XEG IR N AT MTSINUR T UL
AT CTERNDTT,

[FE3%. IEHHEDBRE A, lenalidomide & CD38 2>H3 DDFAIT/HT TE XB]

@ [cnalidomide (L7731, $UN AN BIESE) HEHTED A CTLUFTHL CD-38 L 72 L,
@ CD38(# 7% Ly 2) HbitED 7, lenalidomide J&5Z M D,

@ Icnalidomide #HiMED>> CD-38 HLHIMEDEE,

I Lenalidomide (V7"73V | $YN<AN) $EHiHE DA TLARIHL CD-38 i F7a LDk,
@BCMA CAR T: cilta—cel (CARTITUDE-4)
@ Tec*+Dara: teclistamab(7/~'(), —EEBEMHIA) £ daratumumab(# 5% Vo2 A, 51 CD38)
(MajesTEC-3 and 9)
EelEs
@ Non-lenalidomide triplets
(Dara—Vd, Iber-Dara—d, Dara—Pd, Dara—Kd, KPd, Isa—Kd, Isa—Pd, PVd, KCd, PCd, IPd,
Dara—Cd, VCd, EloPd, SeliVd)
EelEs
@Beclantamab (7' -V vy 7’ HURIEY)E A 1K) combos: BVd (DREAMM-7)
HL CAR T/BsAb 78 T&/2U & (3 BPd (DREAMM-8) % 1],
EelEs
@Salvage ASCT:LART ASCT Z S FE/2 B, LART ASCT THERFZRL T 18 721 |
HERFDHD T 36 1 H Fifse CEI=RE,
EelEs
@ Cytotoxic chemotherapy
Bendamustine(N/ 7%V, TVRIALIE, A% —FFK)
, DCEP, V-DCEP,VD-PACE,VTD-PACE

Eyielat
@R N AT VSN
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II. CD38(#'7¥ vy A) #EHitH: T, lenalidomide &S24V DEF,
HELRIA IR
@BCMA CAR T: cilta—cel (CARTITUDE4)
@Tec+Dara:teclistamab (7/~1), ZERKEMEHLE) £ daratumumab (4’74 Vy7 A, Hi CD38)
(MajesTEC-3 and 9)
72721 Tec—DARA 1% CD38 HHTIE TITR0RN ATV,

EJie
@®Non—-CD38 triples : KRd, KPd, KCd, PVd, VCd, PCd, IRd, IPd, EloRd, EloPd, SeliVd
EJie
@Beclantamab (7' -V vy 7 HLiEEM#E 5 1K) combos
H L CAR T/BsAb 88725 BVA(DREAMMT), BPdA(DREAMM-8),
CD38 RHLIE TITZNRITRORNH 0%,
F720E
@Salvage ASCT
LART ASCT Z B O 7= B TR/ 570>, LRI ASCT TG BT 6
(MEFF2L T 18 WA | MEFFHVT 36 W A)

Efel s

@ Cytotoxic chemotherapy

Bendamustine (NVT7¥Vv | T MEEE) | DCEP, V-DCEP, VD-PACE, VTD-PACE
Efel s

@G IRMATVEN

[II. Lenalidomide #&Hut#EA>> CD-38 #EHIH#EDEF
(Triple—class f# A #% . Dara-VRA#% 23%\Y),
@BCMA CAR T: cilta—cel(CARTITUDE-4)
@ TectDara : teclistamab =+ daratumumab (MajesTEC-3 and-9)
CD38 KP4 Tl Tec-Dara X008 BT,

Yl
@ Non-lenalidomide+CD-38 triplets : KPd,KCd,PVd,VCd,PCd,IPd, EloPd, SeliVd

E s

@Beclantamab combos :

HL CAR T/BsAb A3 AEEZ2H BVA(DREAMM-T7), BPd(DREAMM-8)
CD38 HEHUME TIETLRRNIRTH
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Efel

@Salvage ASCT :

LIAT ASCT 7o B CRFEZRY 6. EI2IZLARITO ASCT THEFRFEEL T 18 U A
HhBHDNTHERFHV T 36 1 HBZIDOEA,

Efel e
@ Cytotoxic chemotherapy
Bendamustine(hv 7%V, TV LEE), DCEP,V-DCEP,VD-PACE,VTD-PACE

F720%
@ IRN AT VAN

ZHVTIE NEIM, Sept. 10, 2026 ZFM 5 $iE (KR OB E A 15 DREO T |

O FEAEIEPEIT 4 FIPEH BT CD38 HUfk + 7 a7 7Y —ABHE +HUM <A M % H + dexamethasone,
@ MRD (measurable residual disease) 10°[10 Sz 1 {&) . 10, 10 " TIA7ERI{L,

@ BURIBRITI A D S, B R i RE) &2 CREBIME, TRk — .

@ BIAYEfEFZE BT del(17p)F721% TP53 28 B CREMHI&E K T, Y RizEEL 55,
® 4 FEEFNE 1R T H Zi B 32 Bl T W,

® FFEIRE, VAZEERIEL T CAR T M0tk —EFFRMEDUR, PRI E A RSBV,

@ HSERRIHURAEE L T MGUS &<3 50 AEfifE, SLIM(O60%, 88, MRD&H AV X H HifE,
T BORRIR ARYAY 6 I H ., )Ry 3—4 7 ] HEIER, &I A2 HT CD38, MATASNN,

© T T ASCT AlREHRE 1T 4 FEOFT (Dara—VRd, Isa-VRd), ASCT RATRETY 4 FEHEH,

B CEmARRMETUR (77~ 4t —2) A . 77757 (FL ILO)RTALE THAMAV I | o

@ FFEIC BCMA BERIPURIEWE AR (7' -V vy 7") B, fla s H oM NE 2 TR,

@ BCMA £ CAR T Ml HURE, 77~ A+ T8 Vo g AE T E T =V vy 7 D3 HESE,

@ BERTEZORW T SV XEEE, FBRIIHURKEI L oPRZ (L TR,
NFATVEHNC cereblon E3 ligase modulators, — B FF B HTIK, anito—cel BT CAR T)fE JH 7 HE,
@ % - PO IR — % : lenalidomide & CD38 2353 DDA /3 T TR,
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