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gained ; & = A F B & % 50,000 4 i /QALY gamed » P selinexor 7 *% if 93%
TEFAE > T RFERTES XVAdApRTE B e s L BB G

6/99



113CDR03029_Xpovio(MM)

B AR AkE XV B R VR AR 5T WBL 24
FotE A X A

(=) =N PBAC # H[>* A ® 110 & 7% ~ARFIIl #3232 FE 1 Q%#pﬁ;@%ﬁ
BAHFEGEL o Ahif- X PP R PHTERFL Y L5 0 PBACIR L B R 2
FETXVAd a8 372 £ Kd> @t 2 12 g fa 7ARES L AW (8
1 XVd 4p 3t Kd dhde M8 & 42 35 (CMA ) % % X459 %= BJZ XVd 4p >t Kd
# 4 e gt 0 % selinexor £ 17 BRI EATR L HCMA F A#HZTTEL &
Ao~ carfilzomib 4 % F ¥ #2223 B carfilzomib & ¥ & * St B L
XVd 74 AR G &5 & Ao E o éfcﬂjiéi‘i/{?‘ XVd * g &1 0 1 ek
N A MR S & iR

() FRNICE>* A @ 113 & 5" =2 - GFFHEEERL L §5FF05

iex\,KERxaa2OOM)méﬁQALngmﬂ EAG # {7 cnfA A 4787 B

¥ REKAdAPY ~ % ZAE FVd 4pt 0 XVd 5 it £ 2 QALY (F £
2 1% QALY » & 4 4238 30,000 #43) > £ &% = 522 NRd 4p** » XVd 2. 7
FHPER QALY ¥ * AR F) & NICE 23R 7 whpF 2447 ¥R
(commercial arrangement)$% &% 5. & R XVd 15 TS R
= A2 gngk

o 2w WAEX B ¥ — Misf ¥ P P ¥ daratumumab 2 lenalidomide & F i >

bo

o 2w WX F 041 R 0.69 i~ Hic > T ¥ lenalidomide £ F Huft
2~ P AR
( ) j\é}—‘l r'p;\.xlvb %\j\ XVd 4w B )‘_E»:r-r' .; }1 ZEE—{M’ ’ I——Zi"»}ﬁ/”\*fr L‘j:‘ziz
—‘Fk,’jk,«\?‘ éﬁ—j\r‘-}i_rwﬂb XVd”’v-‘”ﬁ*ﬂﬂ"%{f“” e ’?E A KRT E(R
W14 223 AR E)A LR * A HHE%- & 1004 12 %7
r“-&»ﬁ}ié%‘fﬁf);éﬂ E14TR~2 57 E247T R~ &2 w2 XVd £
REFHSF-£191 R~ %7 #321 x@m;rgiﬂm 2
ﬂ#%?%ﬂi&%ﬁﬁﬁﬁﬁé
H4r 024 A3 %7 EH 4 016 B~ o

(= )%fﬁpp,\;aiﬁﬁﬁm%z& LR A R Jf;‘;,ﬂa& B AR BATERL M
B F AL UEATEERL GRS ORBRER B MO R SR
FHRAKXVd4rr PR 2 B R e L84 Aal AF2RFRE R A7
B E -~ XVd @A Bk Kd~Pd > 2 F5 - XVd 8284 Bk Pd -

v§\u-
o

(Z)2dhFHAFL2 AT £(114 53 118 & )MBBPHRE B % R ol 2

7/99



113CDR03029_Xpovio(MM)

BAL Ry ~ P4
100 A3 180 4 100 * z 180 +
1 A i 3‘551 70 4 1 130 4 % 34170 4 3 130 4
45 140 £ 3 50 4 % 44 140 4 3 50 4
AEERER 1.47 g ~1 247 i~ 147 ~3% 247 g~
XVd # & % 7 191 =3 321 g~ 191 >3 321 g~
oy AR 024 B~ 3 0.16 &~ 027 B~% 0.26 /&~
RERA
8- IR XVd ERLPA
B L Kd -~ Pd z ?7I x| - 029 ®m~2 046 iH~
x&fgf‘
fr8 = B XVd 3R e : \
B % Pd 2 B 3 HiLE - 041 m~23 0.69 @~

I F SRR 4 R LT HBE PR

f‘eiz%%“%“\@?llnﬁ 77" ;v\‘j‘gr-p.% FHEHERLA PR (I REHRL
Hi2 MR ETR - AL k2R ﬂiﬁT? ENERE S n%’]vé.’}i BoatiE x-‘w’—/‘rj
REAFPREL LR ELE TR ’—aki # XVd @ A - #1100 * %
%7 £ 180 ’XVd-ﬁ-‘}iAﬁ*?}"]
ERET L ﬁ092,ﬂai
2 ERE cR R fEH 2 &
0.75 & EF g 124 R/~

A

% —
oL de
I %7 &

eﬂ \+

8/99




G

113CDR03029 Xpovio(MM)

MB2 A FEELRHR

Center For Drug Evaluation

Ao AIRFESPPIREE P ERE (FTE) ZRTHE
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ook A Ea 5% | o dexamethasone 5 s VB S LI A SE T AEas # I
Vr # 45 7% (RRMM) = & 5 i | e 4 7 i 844]7) Daratumumab lenalidomide = bortezomib & | = % M Pe 4% 40 i AE L o
y & : MDD SRR R 0 D R R
A L R e fr dexamethasone ° T e T
T A MBS T s g TIP3 G s
TOARRH R AR SRR N S I A
b e 3eo fis g e . .
2t g ARl (disease progression) °
A N2 FEIL R E T R
51 $#5+-CD38 H thiuty
';él,.‘}g% ‘L —‘%ci'/?(E }z“ p{ o
A B Mmoo
(DLBCL) : (%) °
1. ¥ dexamethasone & & ¢ * | 1.¥2 dexamethasone & & & | 1.2 lenalidomide 3

i

a2 7 bortezomib
% lenalidomide = 875 {2
g g2 mE ot
FEG AP ¥ MR
(ECOG < 2)% E_33 5+ i
(CrCl1 >50 ml/minute) & 2
EER T TEIN B

2.(v R ) -
.2EE AP R

(= ¥ 30t 4 g AE (5
F54) 5 ) -

LIRS P Bl i J R &
LF 2 AR R E G
lenalidomide = bortezomib
ENANE B I B SN -
BREA R TIENPRY) 3 4
I RN EE

& 1t (disease progression) °
2F35FnF AR

()i ¢ 3t 3 Bz 3 2
(& > FEAFE- ) o

@)(3) -
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R N
L prz 5 r}ﬂ;%{f“”@%

T RETHIEEZ -

()% wc 7 i & (unfit) * % %
e /l-&r]—/p:'}%" ':ﬁ °

(2)% £ % bortezomib /p%‘ 4
F‘(,]\?yﬁ&ﬁ‘:u_ﬂ_? I?‘s_ﬂl
&% carfizomib 5 R 2.
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2)(v) -
GB)F A &4 1010 Bpfs
Kﬁlo

4,7 B2 2 5 Foo fiz 48
| (proteasome inhibitor) &
9 B B g
(immunomodulatory drugs)
g daratumumab & * o

5112 # 3 7 31 p e %
TR EL Ao BT NG
HEis o T At
(A 10 BRAT) &
RAPFFLARBENS
Gk oo

3. A KA 6 BRAZL

-
5510

4.7 B Foo AR
| (proteasome inhibitor) &
9 B B g
(immunomodulatory drugs)
HE oo

5112 # 3 7 31 p e %
TR EL LB NG
HEis o T At
(A4 6 BRh) i
PHEELAFENG L

3REENF AP AR L

(A== ¥ 311 4 Bfpde i 'L
(%)

(2)fs F= =¥ gt 4 B AT
(FRATL 43E)5 T (%)

(B)F A #2020 12 BRses

KElo

4. ",% lenalidomide *} » * % Z
e @ H o Geo fs AT
#/ | (proteasome inhibitor)
&R KR B & A
(immunomodulatory drugs)
Hr oo

5112 # 3 8 31 puse
R ELp L FEEDF
Hinais o @ T A ARt
(A 12 B AL) &
RYBEFLABEN S
oo

Y #iTe 12,458 / 30 mg 8,662 /4 mg 36,050 / 4 mg
» H %M 8 | selinexor # * bortezomib ¥ | carfilzomib E] * | pomalidomide A * | ixazomib £ & lenalidomide %

v ik

dexamethasone (XVd) :

dexamethasone (Kd) :

dexamethasone (Pd) :

dexamethasone (NRd) :
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(3B~ A %49 | selinexor = % #| B % & tkeh | o 28 X * Bz % 1~ | pomalidomide i 3%k 4= 4% | ixazomib i kA= 4% £ 5

Mg RN ) | % 1 2 o pR%a 100mg> ¢ (2782915016 263 # | 55 28 2 in a2 % 1- | 4mg> Fik- v R 28
i ﬂis?l ;i carfilzomib 2 |21 X @#* »& g - & X T FHARE 1 X~ F 8 X2 %
dexamethasone & * > ﬂia?J‘JiE? R4 50 B TR BT

LI

15 X pR* o

S O 18 > ,L 5 .

W30¢%’ DRARBENLE L lenalidomide £ 3% 4= 4 %] £
o R 4T DI E AL DR PG o] hethasone £ & RAE | A 25mge T 28 X pAehE |
e E B 28 X sk | 221 R E P PR
1 x~% 8% %15 x4r
2%,5p-Kv R4 T

o

e Eikih¥ 1 X 4 T it % 1 BRARTE 12 % B4
carfilzomib =& 3% 4= 4o | £
& 20mg/m? > F ok A 0L
AR R By 1 B AR
o Hikn¥ 1&2 X vJRES |8 X H 4cHE T 56 mg/m? e

dexamethasone #71E 3k A= 40|
£ % 40 mg o 3t 28 X B Aren
5 1~8~15% 22X v JRo

bortezomib 1.3 mg/m?» &, +
BEAE 2 R4 1

P N T

dexamethasone 20 mg °

g |FARRCLHARERLS AR HARECAN | FAGR  LHAREE S | BHR LHARE S
‘ BliE® @2 L% 50k o T E KRR hd Lk o L MEF R iﬁéio
T A KRR ﬁi%‘%%‘f 2,218,324 ~ | & A Xk ﬁ_é% ¥ 1,091,892 ~ | & & 4 lﬁ‘ﬁiﬁa” 2,254,848 ~
5 pqp e S oy 1. &3+ dexamethasone % % 1. &3 dexamethasone % % 1. &3+ dexamethasone % %
RAZT-F | B 2. MBAREY RSB T |2 AREETRESTRAEL T Z-W%ﬁﬁ”&#*ﬂ%ﬁ*”
3. pomalidomide ¢ 3 & Z% + % » | 3. lenalidomide & 3 p*;'-%f PR
# POMALYST®:* & # Revlimid“# % 3+ &

£ BEHRZS G 1Y)

£ B £ #3ES% (head-to-head comparison )
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B vt #% (indirect comparison )

TER R AR BR S ES

P TR i fdp 18R

RS 1P I R RR U SES TR v v

L FEFRRAA SR RBAIGOATE > QLA T TR0 R A R RGP 2 Ry FFRREAR SN B RN RBLIFATE 0 B R F]2 5T BT RS R

BB P 2 R o
¥
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Bz A FEE LK
_ ) Center For Drug Evaluation

FC AR FRPHEG R HER
% AT it i

AR I & 8 P ad s aEixy FEMEEE selinexor
bortezomib, dexamethasone (XVd) #* »>*/a% Tha e H LB
B IR e B R E A e A R R E 2 e

T

Lo Aedpig

. }ﬁsl‘i’_ﬂ_]ﬁ‘« E "”?T’L’g”@z{ﬁ”
. A3 @wém;;f
2. it

(1) $HASXVAF iR F 2 7ot pro ot g
©ORRE TR BRARE S EEE e (IMWG)
B EAHAET (SD) & i o
Q) RebivRi-F 431570 p 0 e F R A F
g AHAIE 21 3B 0 3R
30 ARG XV D RALE S B R

CADTH/pCODR
(e &)

CEELEED

1395 BOSTON {8 51 PRk sh » 4430 ¢ 22 B3 > | i’
CRER R b I B OXVA iSBe Vd A b & E
(PFS) = 6 % 7 m#iﬁéﬁf‘ﬁ%ﬁf R AL A o [ it
WA AT (HRQOL) ;2 F B8 E £ B o d 5 XVd ehis 2 3¢
PSS TR T AR afpm’ﬂwﬂﬁiﬁAgﬁﬂm
SRERS 6 A G K

AR L E 110 220 2RBR XVA ® ing TS g
BT 0 RIS S E LT R E A 0 2R
Wi heT ol

1. }}% R f“‘b']'r”’Ty [E=N- S SEE

() Spmespers b4+ wpg -

(2) *T* 3+ & 1 selinexor, bortezomib, dexamethasone (XVd) ;

PBAC (&
() & & & selinexor, dexamethasone (Xd)

(3) AW T - fhisk AR

(4) Jm % iR selinexor ip HF P 3 1 NI A B 1

2. (FrnEik e

(1) BME G 7 R#F7RAE 4538 (Special Pricing Arrangement )

TR
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CEETAE-ED |

SEMFMBEER AR ¢ H7 PEFES DS AR E
BELGTRAEGF R PBAC 3G > b W RE%K2 T @i
(transitivity ) K422 2 v G AR HE R F (Cls)iE R
XVd # % »z (non-inferiority ) ** Kd chg fL 8 2 E e HKm >
PBAC 35 # + ¥ it £ B { % Shilfdpad f 7 f chp$Hl 77
Fo B OXVd B pgp ] I A EE (mche population ) »
Flpt PBAC %72 ¥ 2 2 f TR BWRPE L <3370
B M = A & 47 (cost-minimization analysis ) ¥ 33 %= » ¥ 347
Ay e g e e

AR I3 AES P o2 »Z2BREFXVAdITE F 3 H 4
%‘mm%ﬁﬁ7—’ﬁa%d@uwfr
Lo 4 Aa Wi 1 &I5HK 0 F daratumumab e
lenalidomide /5% % BT 5 &%
T Low WX 2 Mo % 0 P lenalidomide /- F 4 BT o
3. ERIRLP R 27 ¥ B3k (commercial arrangement ) & 37 047
ot L E 5 o

CEETAE-ED |

B R BB B XVd s o o2 % (1)daratumumab e
lenalidomide /5% % Prend 2 40 5 M A2 Q)% 3 RIS FK o W F
TR EHE LR o VR XVA 7 RS ik 4
R 2B AEPFS 2 OS ¥ AT HFLE > Lairis
24 R REFFEEI
XVd & % 2 ®eng ¥ 54 & carfilzomib, dexamethasone (Kd)
% 3 &4 & panobinostat, bortezomib, dexamethasone (FVd)
AP e A B E R A RE X BRIk (NHS) :ﬁtﬂﬁ‘l
% 2 = ArrF iR ey 3 M4 B ixazomib, lenalidomide,
dexamethasone (NRd) #p+* » XVd e= A3z 3 3t &3 > NICE
e NHS FiRv &< cfe g > F]@t > NICE #2233k XVd 1T 5
daratumumab {v lenalidomide ;5% % Prend 2 sk » 1T 4
lenalidomide /5% 4 Pren® 3 oK o

NICE (# R )

:x ! CADTH % Canadian Agency for Drugs and Technologies in Health 4c £ + % 5.2 %3 o P f}&ﬁ

pCODR % pan-Canadian Oncology Drug Review 4t £ + 6% & # £ | =15 f & HEE 0 2010 #
%2 A 5 CADTH e e i 0 4 & § 326 A7 eﬁ#mf&«ﬁr”f‘#’ii = ARE S

PBAC % Pharmaceutical Benefits Advisory Committee % 5- % 43539 % R § mﬁﬁ ;
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NICE 3 National Institute for Health and Care Excellence B it B F R #E & %57 1 2 m‘rﬁ’i’, °
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[ gmed s ] Fop b 47 2

FLEBRA CMBEZAFES LR CFEPH TR
FLEXPH: ARIIBZEL2 Y 14 p
TR R LR RS FR LT HAE O RIIE S ATFHEHAL S
T R G T R TR A A # E  BniE B AL - f%ﬁﬁﬁ
fo2 @ b w i FF RO 3O HATH F R PR E AR R LR -
REZ-BECBP I P EPFREOFRPREGHN . HABE A FESLR
e (T fAELRRY o) XEFELARTIIL o SR RE ¢ FAARTIRNY & i
%%%%(”Tﬁﬁ%@%)%ﬁﬂi%§%ﬁﬁfd EREE P Rt R
K dEts o B 42%ﬂq%ﬁm$%tﬁiulw$ (MTHFEAFEL ) e 2R
HEEFGERESLAEZ 24> T EF R OF 2R L BH T N A A
?%’kﬁ”g?’fj‘ﬁé%wswwffli”f’?'%w%i°

*FL ﬁﬁWPlﬂf%%ﬁﬁmﬂ%ﬁiﬁg T2 3R A B
£k R A & B FREEyy - ®rehilE FThier L2 Eif =2 E\w;f
E%@“{”@Fﬂv—“ﬁﬂﬁ? URS PN Y S LR kS
FHEA Tl S H PR B '@Z@;?T&&fﬁ)ﬁ%@jmm%
% o

7/

"~

@

u\e

-~ BRISR RN

5% 1 %% (multiple myeloma ) 5 42 k>t :ch w2 (plasmacell) FHE M4

s Wikd K rﬂgmwawwmd}ndﬁﬁwﬁ Efesa (1] Bt r &0
)5} s o AR ST iR Ip BE P BB 1 o) 2 (International Myeloma Working
Group, IMWG ) ¥ %74E 8 (358 %ék- ) [2] © FHUp A LT G AT fp
(osteolytic bone lesions ) » ¥ 3 B & 47 (hypercalcaemia) ~ ¥ # & 7 > (renal
dysfunction ) ~ § x (anemia) 'frﬂ’* g% A & F 47 (bone disease) ¥ CRAB jg#
[1,2]-

3 IMWG *t 2015 & i3 37 R "% & 8 % 5L (Revised International Staging
System,R-ISS)» ¥ #- % #F M F b L 2 5111101 » 2 ¢ > S 111 ﬁlﬁi,ﬂi iLogl
R R ERF (TRFELHEZ ) o RISS A8 ki » b iF BoilcZk v ~ 9
v ~ S & ' (lactate dehydrogenase) ™ % 3 b ' w2 i @ B § © (high-risk

CM 35 5 ER SR ILE KRS R R e g & 1 e 1 4 (surrogate marker) [1]0 % £ 4L
# %9 (myeloma protein) # &| ¢ (paraprotein) e
¢ & 3% del(17p) ~ t(4;14) ~ t(14;16) % > A *ifdr= o
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Rk & o RUEY BRI P R ik 3 E3rF CRRPE TR TR R LR

AR S

e 1] e 95 # W R 7J% & 7 3% (National Cancer Comprehensive

Network, NCCN ) 2024 & % 3 4<infrdq 3123k 3 L gL 8ok 5 2 &
- FeiE (triplet regimen ) > & 7 2 f&7 IF % S5 W 40+ 55 FfE S R A 5
L wARRY 2BEL FHA KBTI BL A R3[4 & K2l

SHEB EES N plder BT E R B

¥od =3 s it 7V

R E R E[S5] -

225 BERE: S-R2F Ll

7

¥ Lk
FEBEg YAER(F?) (R EE
2
(4
o bortezomib Velcade \Y
F-o PR Fr A : )
o carfilzomib Kyprolis K
(proteasome inhibitor, PI) - - -
ixazomib Ninlaro N
H $Riky $.CD38 garatu@umab Darz:itlex D
(monoclonal isatuximab Sarclisa S
& = ;5 lantibody) |3t SLAMF7 |elotuzumab Empliciti E
R R 1 g 3 dea i
(target  |(exportin 1 [XPO1]|selinexor (» % % &) |XPOVIO X
therapy) |inhibitor)
CAR-T ‘w7 J i+ ciltacabtagene )
. ) Carvykti -
(chimeric antigen receptor T |autoleucel
cell therapy) idecabtagene vicleucel |Abecma -
i e Ry, i | teclistamab Tecvayli -
(bispecific antibody) elranatamab Elrexfio -
ho P & lenalidomide Revlimid R
(immunomodulatory  imide  drug, |thalidomide Thalomid T
IMiD) pomalidomide Pomalyst P
il dexamethasone Decadron d

AARFFARAL D S ERALETAEAMEBEL BN ol d R GRS e o

ATY U 4 h% 1 AU5R (primary therapy) E# 7 1R L A3 F L
SR R E A A A B 1 USSR (5 4R B

[induction therapy] ) R:E * # 7 % 51424 43 M 0@ 5 (4o'z v & [alkylating
agents] % I A’ 7k 7k % #f[nitrosoureas] ) > 4 Jiz i ¥e £k f[4,5] &4t A K P REH

f 4o cisplatin ~ cyclophosphamide ~ doxorubicin - etoposide * melphalan % o
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TR B EI O 2BRE DI FEIRE A AR (T RAEEL R L LY
3R e R ERBRANERL AR ELEYWESRF B S (TAE
B Hdge ) T & A e :}Iisrgi(comorbidity)\ fw %z 1 @ 3% & (cytogenetic profile )
E[7] T BALEEATREINT 6B N AR BN B R [4] -

NCCN iafpdp 314830 % 1 8o ~ @R F A (48X 13 3 8ok )
BARREFE (B8R 3 AN 0Rk) P2 RIOHEFFELGET (4] 29 >
NCCN E% i * A% & 2% &1 £ 4 selinexor, bortezomib, dexamethasone( XVd) |

T < 1 3 335K lenalidomide 7> % Bz (lenalidomide-refractory ) |
SR E AR EE "2 - R E S category 1o B MR ¥ 4 ¢ (European Society
for Medical Oncology, ESMO ) /5% IR R 5 2R E 3R NHERE
S A 8] B¢ o A A% P HE%E - ESMO 2% * XVd 75 T 3
mrLrE T 4 ¥ lenalidomide 75> & prie %3 30 prdlidrd4| & a7 (sensitive) | eh
R ER - > BERE sl ERE R AN

oA R % 7e £ 3% ,J\ # e B 52 2021 ERTH B R B 765 4 0 FTE B
HP o T 425 Aok St (u 143) F B urE Y ik 5 69 Fo
=k hE R f\'«g( 9574 kK @,‘&ﬂ»’%*?"%ﬁiﬁf}%w] o £M¥TE T A
B 33 VEFE R L "‘Mfﬂiéfﬁﬁf@?f’ﬁfﬁ%*iﬁ%@*ﬁf%ﬁﬂ#vﬁﬁ
CSEFEERT T Fﬁ%i FRAPEFCT YR S FET BTG CRAB

o =R

S ARISREFENARLRPRR

R % 5 selinexor S5 [ #TmRe g N 36 1 (XPOL) > ¥ 3§ (2] B v
#1#-¢ (tumor suppressor proteins, TSPs ) ~ 2 & 2} & F]+ {r R % 3¢ mRNA 'm
e ¥ ﬁg,] &) o Selinexor #r#] XPO1 ¢ & 17 TSPs & trim®z % ¢ ~ 5> B4 R % 3

o

2 IMWG #] T 5F AR EG[6] ¥ A4 5 Bt 2 F & (stringent complete response, sCR )

% > F J& (complete response, CR) %‘—k-&?r ¥R 4 B i (very good partial response, VGPR) ~ 8 4

F J& (partial response, PR ) ~ # -] ¥ J& ( minimal response, MR ) ~ 5 ‘I}isv’f,%%;(stable disease, SD)

2 Ffs T i+ (progressive disease, PD) % - iim aaﬁz TR o

Hu Temg 13 385% 7 lenalidomide 7% 4 ET.J SE E I ¢ 35E R E s category 1 P

DVd ~ DKd ~ SKd ~ PVd > 11 2 123k & % category 2A 77 KPd ~ EPd % > 30 "4k T

PRk socategory | A AT B s u|dE 0 NCON & fu) 24 - REBmL A » Eap g eho

T Hu@wEg* > T 350t i * ¥t lenalidomide 75 % P iz $f 3 fr gl e RATR | TR
& 35[# 45 % &1, 23K % % A]%DVd~ DKd~ SKd ~ SPd ~ VenVd » 11 % [II, B]1 DPd ~ EPd % >
WL

EpEsal @#ukp 20— X
AR PR R DNRE
F Rk E o

PRFEARASEE 105 (ICD-10) 45 5 C0 - 4 5 4 #24 #ipfg 2 B4 5 i ve gy 4 47

R R 315: CILES- I )?r;( plasma cell leukemia )~ #5 #+ 315: e s ( extramedullary plasmacytoma)

et = Ii% im?e & (solitary plasmacytoma ) °

A A B RS (R RL) SR B R TR
CRIGERESE EEONE TS RN EES £ LE
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v (4 c-myc frcyclin D1) » T 3§ = fw P2 33 8 i 7 fofg w2z &= [10] ©

AREEARBE P Ry TP W 2 TR B e
TR e B o SRR PR R 2 ETRAY T

* ¥ bortezomib %2 dexamethasone & * ¥ # AMjag L ¢ BLET 0 | B E
%R KRB S E A o

o 27 dexamethasone & * ¥ * ;A k4R N ERo 5 #F B F d8% (RRMM)
FERA R AADCAYRLET O ARRE B F e 2EN D Pk
6O EERRFrAIA 2800 F L E B EH L E | AF-CD38 B ppis g 0 B %
ok A pT o

PEREBREFERGG UF (T JRERE)ERFFELY N LR
¥ i2t T 2 bortezomib 2 dexamethasone & * ¥ # 3bi5k A4 ¢ B iEL " 2
E&ﬁ?%ﬁ%ﬁ%*ﬁ%‘J’&%%ﬁ@ﬁ’g%ﬁﬁgﬁ%ﬁéﬁﬁﬁ$
1% 0 RS 100mg > # T 3% 5 - B A2 ° o 2k N2 B H AR SRR 4
&ﬁ%%ﬂ#@ﬁ:@(HD@<2%£E«§iu8@%ﬁ§JW(ﬁii
FLAF LA )

%34 % % 5 WHO/ATC » ##5 5 LO1XX66[11] - ATC # 5 78 LO1XX #f
w5 H @ Frh % (other antineoplastic agents ) » A g4 & 7 37 fax A > H ¥

* & -~ aflibercept ~ anagrelide ~ arsenic trioxide ~ asparaginase ~ celecoxib ~ eribulin
estramustine ~ lurbinectedin ~ mitotane - pegaspargase - sotorasib - tagraxofusp %
venetoclax = 14 AZE LA e AR > WAZE L AFEE I F T

BAR M 2T R R

32024 & 40 25p ok o T AR AEFELETIING ‘_—‘%%?#ﬂ?ﬁ.
FAOEFTHELA) RT(12] > TRIGIHRE L T AY  pFr L H0F 7] 8
a*+°wi%éwmp&1$¢a@w%’ﬁﬁ%ﬁw%ﬁﬁ%4%%i*m
zoledronic acid f= denosumab ~ 75 g A& ']i i i e epoetin beta ~ L ATk 9 G F
 * Z immunoglobulin human ~ * *+ 1% & #7 ¥ # 5% 2. 3% ;% (conditioning
regimen ) ¢ busulfan ~ 2 i x % 'w %% 5 H| plerixafor 18 > £ 13 38 & &2 &2 155

M E BE Y g Bg 0 ¢ 7 H kU8 daratumumab ~ elotuzumab ~ isatuximab ;

m%w?NWGi%’ﬁ%H(mwwniéé%ﬁiﬁé%ﬁﬁﬁgﬂ:ﬁ%ﬁ(mmmw’
AL TAERA S T RA ) FHISRAEF R S RS- TISHE 60X P EI o

A TR ED D 42 ) AP M i RE o selinexor (i A E L EF R 1 TR 3%
CPR%EA 80mEgc BN RZRERBEL T EFE AR o

O HH FRLEFGOE ] X )9‘»"ii}'quortezomlb1.3mg/m2 P RELEAF 2 (SRL 1 FE

% 12 % v JRYF dexamethasone 20 mg » i FF I A p R LS B2 LI RIFY o

SERNAREREFL & f"t’f‘:f’_,f‘% 1 i ik A& 4 #ic (Bastern Cooperative Oncology Group ) » 4 #c

AR R Rk B AR -

=]
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# % % & A (IMiDs ) thalidomide ~ lenalidomide ~ pomalidomide ; F-v & %8 $r 41 &)
(PIs) bortezomib ~ carfilzomib ~ ixazomib ; XPO1 #r+| 3 selinexor ( ~ % # %) ;
B4 R MR teclistamab 0 12 % it % 5. doxorubicin (liposome ) ~ melphalan - %
+ NCCN /r-},%‘;fﬁ o 7@ w3 5 g R B A “,‘Js"a‘ﬂ WwiEE B 20

WoE 3SR B cisplatm » cyclophosphamide ~ etoposide % -

N

EHBEERT BRI ARET [13]1 sz T2k RaEr LHE

e rﬂﬂﬂ% TR R[] ] ! "%“r‘% » &7 & R # 5 clotuzumab
fr teclistamab b » B4 o jof' 3 REH T S 8- H AR FREHR T &
3 O8I ER TS BN AR .i;,ﬂ 4% > ¢ 7 bortezomib ~ carfilzomib -
daratumumab - isatuximab ~ ixazomib ~ lenalidomide ~ pomalidomide - thalidomide >
B RN R A - o 1D R RS AR R 5 R
VSNSRI

iiﬂ g

Fow s EERSH S FEEF RRE SR T e (GELES )
& PRI A K 7 iE & P ARER e A

5 1% . -
- VT(c)d ~ V(c/a)d % VRd ~ VT(c)d ~ R(c)d ~ V(c)d %

EhGmeg BB AV RISHELPTGER
NRd' DR SKd DVd

3.4

(™R

i 1%-‘)&)

* Jf”% RinKdp il iR E &P i—*‘%a‘@x e B E IR F e o A R R R

”faﬁri?%*du P RBAEREATRELISTICOB I N AR mf—%n«z FE R o

¥ f’#ﬁziﬂ,ﬁf i iE it > NRd» % 2 &0 5 lé FZEZIhe B @R Y% 3522 F -NRD
R - SR I - DT - Eal (1)%;"5‘; 3 A AR LA 0 R Q) E BE Vs
% peo e g;—é,ui%‘ LopEiE R Kink (s )o

ITRBRFLGEL S Kdinhm 7 87 VIPRZIGHRBEZMIAET SPdE 82 Vo
REapaI Ba flki2 D ARESDXISHFNELIRKRE 60N ’%ifﬁ«‘/’ﬁﬁ% it o

§D i L 22 :'tﬁis?lji '3 DRAZEEPER* G 12 B4R @ Rendb it i 24 Biss
# DR ipfid D enfijii o dfc b /10 R & FIR 27 7 0 R E 4 SURR PFT 4 B £ P
% (4 NRd)-

ﬂ’ﬁ"ﬁ’, 2 # * a=doxorubicin; c=cyclophosphamide; D=daratumumab; d=dexamethasone; K=carfilzomib;

N=ixazomib; P=pomalidomide; R=lenalidomide; S=isatuximab; T=thalidomide; V=bortezomib -

N N . RN . IS I
DVd ~ SKd ~ Kd NRdA ~ Kd NRd' - Pdt NRd' ~ Kd
Pd* Pd* Pd*
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27 CBAZERLGTIRE P R (THIFEFREY 3R SR 2 M F T RE 0 % ATC » 8B R )
ATC & 5575 . A . . 2
N 3 NEFT G RE il 78 RERFEHFEEELR
LO1AA ¥ % #f i 3 (nitrogen mustard analogues)
50  mg,
LO1AAO1 - W o
o | 7L ERRE % N 200 mg,| % prEERLE o
Cyclophosphamide pER ]
500 mg
LOIAAO3 R e 50
mg ;
5 5 P KRR - TR SRR
Melphalan - mg
pER L
LOICB %23 % j#4 # (podophyllotoxin derivatives)
9 % | S0mg; 20
LoteBot Pl o o 5 ? 1|50mg; 201 B RS e
Etoposide s L 5H#  mg/mL
LOIDB [ 7 #f % %-(anthracycline and related substances)
D bici B SR P AL SR | R L L o ficPq k- (liposome) & 4| & A & 13 A X AP M i &
oxorubicin B 55 @@%% L. #| mg/m &(;LEL g ) o
LOIFC CD38 #r+#/#|(CD38 [clusters of differentiation 38] inhibitors)
AT MRS A Iﬁi A L ) bortezomib/dexamethasone £
LOI1FCO1 * 27 lenalidomide #r dexamethasone & * > jof L | lenalidomide/dexamethasone & * » ;5 L% ¥ 4%
e e o o A A 120 mg/mL | , R L ) ) ‘
Daratumumab RIS U RERTer/ e k0 I % 1% - 487 bortezomib # lenalidomide 2 %

* £7 bortezomib 4 dexamethasone & * » ;5% &

Ry R SRR e R A
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ATC = 5575 : P
SN FREE A e 3] s |RERFLHEEELR
R - ERE IR A e 4P ¥ K (ECOG <2)F -
e ¥ carfilzomib 4¢ dexamethasone & * » j55 & o if_:}?a A4 A 22 :'Eﬁ%l'}i o
R - D2 ARk o A & Bl . “f lenalidomide 2% bortezomib ¢t » # #F ¥ H i3 F-
e s %{}%)ﬁj Ao BRI AR A LA &R E O o
* &2 pomalidomide #r dexamethasone & * > 55 e daratumumab _;;,:r isatuximab - X . R S ,%
Aoy &L 30 A fki2 (¢ 3% lenalidomide & FlgEfeat< 3 20k 2 ¥ U H @ R FY G
- B R0 FEREIT IR R o 4 (R Ae- )
CRGHE- R E AT FRIIR(FH
- AR RS - BAED SR &
Bfs— fAfE 2ok DIRA )]% EiC R a1
w4l HAE A e
* 3 carfilzomib/dexamethasone & #* » ;5 £ o i
* &2 pomalidomide # dexamethasone & * > if * &% 1" - 47 bortezomib # lenalidomide 2
A wm oy ELELIC 2 s k(8 45 2R AT g RES A RE D RE Y
LOLFC02 lenalidomide % — #& 3o fs 88| &)) e 5 23 1 a4 p ok A8 i i (ECOG<2) ;ﬁ .
Isatuximah TR £ A e L5t A (20 mg/mL | @ F B 4 % A TS 26 S BIL o
e & carfilzomib % dexamethasone # * » if * 3% * 'f carfilzomib *h > AR ERT FEA G G0 pral
ERE TR RUIIE PR R R JER R i Fropl A2 Lk R
& )]35 Ao ¢ jsatuximab ¥ daratumumab = "Fﬁ‘ Wi - “ﬁt?
FEpwtst 3 a0k AT U w R FY HT
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ATC A %578
XA 2

SR

3
bt

3
K
N
(g

6 (L) o

LOIFX H # H k4148 2 48 2 745 & ¥ (other monoclonal antibodies

and antibody drug conjugates)

3%

lenalidomide % dexamethasone & * » ;535 2.
TERLE- DR F T R #

LOIFX08 b ) QELADE N
r o o ] Y P P Fofcds -
Elotuzumab * &2 pomalidomide # dexamethasone & * > 55 | ]
zom B LI 0 S AR iE (9 45 lenalidomide
fodv prtE el R)) s g A A # ko
JPANLFADTRLI P B2 (F -
v fis B8k &~ = él‘}i?‘ L“";f — 15 1_ ~
LOTEX24 S %E#Pﬁ;,l iJ . i,j, f‘ A ﬂ,ﬁr L& ant i3 Bt | 10 20 R AT e
Teclistamab CD38 mAb)=ff 3 (S Spin 4 § 28 1§ W5 = mg/mL
L AT
LO1XG 3-v fi= %8 $r4]H|(proteasome inhibitors, Pls)
FEHEAB RRicHESET T AELE SR
LO1XGO1 DEEEA AR A RIED O - R |k h A © B EE B BRI E S ST MR 4 -
2, Y -, ;m 1 s s > . m ’— 27 . 2 v Y 5
Bortezomib FRAr e ERIAT TR RS EEE A £ e F A R4 16 BRAES FUGERL e ) °
H5 AL BB 4 -
BRI ES s Lk mE h iE ] F] 3 A ) e 7 dexamethasone £ & * % &L 3 ¥ B £ 3
LO1XGO02 FTOIREET e W VBT IIRRE o . T STAsEe
) Z g A A B S R s & }fis A 30 mg bortezomib % lenalidomide & f&;5 R {6 # /% < &
Carfilzomib el Ny

* lenalidomide f- dexamethasone ; &

Eiltzoml o PpEG 2 p VM kR
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ATC A %578

5z AR A B ey 78 RERFEHFEEELR
* dexamethasone ; & R TR SIE i - e Aol A
o #7% 3 &+4] 4| daratumumab - dexamethasone ; * 7 jsatuximab/dexamethasone & * » 5 kw0 ¥ i
B £ 3" - #% bortezomib # lenalidomide 2
o & T3 &+&] 4] daratumumab f- dexamethasone © Fieh A Prn  F M RS AR % v 2R
LR KR ﬁ‘b;l»h i (ECOG<2) ﬂ o
e 2 FEH s Fv FRRlIrH RN LA D EHEF o
o & A 4 10 R AT s ‘“\(gzr-ﬂ, k- ) o
* 7 |enalidomide # dexamethasone & & i #* % L =
L01XGO03 & # lenalidomide % dexamethasone * %3 % BEH |3 4me = ﬁ nf 4 pTZ % 7@ EX R R A
Ixazomib I - MR EET RS E i b - ° 7 .5'!'5’—’5—' v BB A LA &R E o
S Y 2 B AT S ‘?'\(;;r-ﬂ,“q‘ér;q—— ) o
LOIXA 7 4a3f it (platinum compounds)
LOIXAOL RE A - AstH |ImgmL |¢ 4o~ RS -
Cisplatin
LOIXX H & 3758 % % (other antineoplastic agents)
1. 22 bortezomib % dexamethasone & * ¥ #* %75
LO1XX66 Fehw e BLEL S AR D F LN R
Selinexor A WA o4z |20 mg ERE R o
(A% &xR) 2. ¥ dexamethason & * ¥ #* %750k 4R 3 & ¥

15 5 8 RO (RRMM) & 5 4 5 4 &%
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ATC A %578

Ry ARFE A B A3 EixzE |BEREFLHFEER
SRR L EBANRE B T 2MA
g FEREFE A 2 A LA S A
1 /& anti-CD38 mAb /5 » S % 320k 4 Bz o

LO4AX H i ¢ % Fr4]#(other immunosuppressants, IMiDs)

e R AT T S F R R o & F R e

L04AX02 prednisolone % oral melphalan & * - 2 o %4 N ) X
o . ‘ . e L |BEA |50 mg 2™ i BE o
Thalidomide {5 * > g {r pamidronate & * ¥ LA (S 200
e 7 dexamethasone & & i * *t kL e &L § b~
L04AX04 27 dexamethasone & & i@ * ¥ n kL@ e B3 43 51015~ fEis 4 pez 5 3 14 W5 ﬁ.—*ﬁ o
" /7\ “] P p v 2 v
Lenalidomide Sl R RN AR Y el i - e F I 20~25mg|e F A B4 3 5 24 BRALLUF HALL 41F)
GER i ) -
* &2 dexamethasone é: RIS LM RO &
Pomalidomide #_- #& thalidomide #f 024 > & R —*Ff ) ¥ %X i 7 lenalidomide Ar
dexamethasone & & & * > 4% 8 % >+ § 2 M F #p% bortezomib L I S S FRE 0 ¥ FILR A WK
LO4AX06 orr PR T e AL 1~2+3- z 1'*" 30 R 2R W
. i 402 A w8 7 lenalidomide {r bortezomib | ¥ % #| HEA R RE A L AN FAAREN
Pomalidomide e Lo ‘ 4 mg
AN i "F"ﬁ%‘/’ ’ F'Ei_‘wu,bg\a‘.s:(jﬁ:}%fﬁﬁg\ e A %4 6 ,l}}%‘ﬁp L Figo
BRISREA A RELARES - PR Jo A LR A

O T R R S e P R R R RS RN TR oty
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Z o RREREL (5 RTHER)

#4F % 1 & %4 CADTH/pCODR~PBAC % NICE 2 3 f 44 4355 4 2 2
REHRELFTHE ARG EHF L FRHHETRE RS
Cochrane/PubMed/Embase 4p B < jt - "B fid 1 & F R 1 3037 6 e 2 S 23R
2RI B o

* i L p
CADTH/pCODR

2022 & 8P a2E
(4 d2) faF 3

, 2021 # 70 ~2022 & 3% R 2022 E 11 7 a2

PBAC (;£)

FL o
NICE (# ) 2024 E 50 2 o

: okl RIS 3 ; 3

P SMC (#fefd) Fhf#=maEd © 2 2024 &£ 57 16

P hEFH
Cochrane/PubMed/Embase == & % -
@é‘iﬁ—*ﬁ#&iﬁ—i TR 32024 £ 4 0 qz3g o

32 SMC % Scottish Medicines Consortium gt i #4- £ R § 0455 -
(- ) CADTH/pCODR ( 4r £ + ) [15]
> CADTH = F 42 » B 423 Tselinexor > A - 22 A2 4p Rl 2 3= 4R 24 >

2022 # 8 1 22 [15] 0 £ BEEETS o

CADTH =»* 2022 # 8 " 2235 £ % & @ selinexor, bortezomib,

3N
v
dexamethasone (XVd) #* *+ink TA 5 2 B3 > 1 sk o #9401 @5
E A e EREHFE AT

(1) Asdaig it e
A, 2 18;%51‘1 = &;]);«1& y B 3§?§g—rgqv_~'ﬁ—»)§ [R5
(@) HILmHLES §H T AR -
(b) %% 3 “#LE ISR -
(2) F*iEie
A FRAHXVAF isRF B T REE . A Y
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() ek F BETE B IMWG R > A HRT (SD) & { & -
B. JetinhA#F 4L SEFERPFADSHF oo 8 FErp FRAEE
2% 300 ER o

(3) A it
A, XVd ®d B35 0T Arg B Eamfelg ,ggmq’&;ﬁ;?&ng;f@
(@) %2 v V2 il o
(b) £ selinexor 4p B %75 % LK Jf o

B. Selinexor & % 22 bortezomib {r dexamethasone & * PFRE = ™ B2 ¥ 1 o
(4) WMAEER ER o XVAdPB R RARLE KHOFASF o

2. EHLHEA

134 BOSTON S $1 PR sk » $30 2 2 XE 2 ° 1 fdinfh e ? g1 F 6%
b o X XVdis & Vd i &g § 1+ 33 55 3 (progression-free survival, PFS)
o R AT EFREELR L A B2 BB M 2 E S F (Health-
related quality of life, HRQOL ) i2 § 8 ¥ £ & o 4c £ < "B TS L =l B2 &
% A% R ¢ (pCODR Expert Review Committee, pERC) .5 » d ** XVd h%
B NG C R, P R Vel PFS VIR MBI IUSHERE > &V L
4 R A F o

EARGEG s o d TR B s 3 L XVd 2 AR S B
k”@ﬂiﬁ’”£fﬁmwﬁﬁ%§$%ﬁ%’7ﬁiﬁ’%@XVdﬁ$$
A %‘? ® R 7 AT o 1395 CADTH #4 {7 e945 % |24 47 > selinexor F *%

93% av &2 Vd Ap vt R ICER & 95 3] 4 % 50,000/QALY" gained ; & XVd 7 4 k1
2g)g o‘?ﬁ 575 (overall survival,OS) »x & » " 1 81% 3 7 3| = A2 F o d 2052
7RSI ED XVd 2 H i e £ 4 2 B s Ap vt T 4R R P e ok E o
Flpt > XVAd ehi 7 BAQEP m ¢ B HenF S %o

|98}
o

3 &

CADTH # 7:= & ¥ » XVd erp M %% 5 52 4& DVd ~ DRd ~ K(c)d ~ KRd ~
P&PW%W@deg’ﬂﬁ’%&%?J%VdT% 28 % 3MEEILR
® BOSTON gz st i 5 Vd & % G D S eh% 2300k § 447 2 F L o pERC
Fﬁ%%‘@b‘r%?@ﬁ%&wvdvét@im%%%’f siitmir—-‘i%%iéﬁfﬁ“ﬁﬂ

4 ICER % i3 = & sz %+ & (incremental cost-effectiveness ratio ) m‘ﬂﬁ’é’, °

"TQALY g B4 FEETRE 2 & & (quality-adjusted life year) i e

ST LY EPE CADTH#: i4e £ 4 ¢ BB R7 i i f[16] o se £ X B eh® | SR d ¥ @
* lenalidomide-based 7 i# * # % lenalidomide Zp e 2 F 2L & e d 55 &% 2 Mo
¥ i * daratumumab-based % £ > 2 7 if ;«wﬁm”ffﬁ*—*‘? BT IER LA TR A D
PR 87 ¢ %< daratumumab-based i [15] °
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— grs/,;\ s fé;x’;_&fqu,’é * o

4. Ap¥RTE X 2HEAPM Y E
(1) BOSTON 2% ¥ » & 83 69 = XVd &£ 116 = Vd & m}?& AR S
r),%f B R BB s R BN G A AL R s HR e
L F G e RN 0 m Vd B £ A F {6 41 * selinexor-based 7 i% » €
4138 selinexor Ap B e L F 2 5> F)pt > XVd 287 Vd 2/ selinexor 4p i 7
AFEHLPNRG TARARME o d I XRBFREOTRT TR R
Frebs s OSEETE XL Fiem B> wikh LR TgR e
(2) XVd fpdir Vd e Flp 4 0 58% A B iag a0t GRS 0 e £ 4R
(FORUS Therapeutics Inc.) s + i34 e07 i R Fle 82 2 2% 2 s
59 RAE S REB KR L S e 0 TRl BLE - pERC 325 g 4 1T AR
T g A4k B F 2% Y (informative censoring) ki ik 0 & ¥ oar B
Hugoredpthenas 78 % > ¢ 23 % sk pF R (time to treatment
discontinuation, TTD ) ; i ¥ $2 & 3 PFS ¢ ¢ TTD %+ - & & BOSTON 3#
B ABLEI| DS XVd 2 TTD ¢ =#8kF & & Vd 25 (7.10 B 7 vs.
795 B * )epERC 325 XVd 2F]72 2 23 iRt /o Vd 23 > &
7 XVdF H#ER Vd 2% -
(B) F 2P & >8R XVd ¥ Vd 4p+t e ) 5 0z (thrombocytopenia ) ~ %
HEES E @ - p;\ig,\, «frcsﬂi ) SR E TR > R RIRF . (4w
ML) 4 KRR pERC zn 5 izd 2 2% i (adverseevents) ¥ i%if
L MR - petE "&%wﬁﬂ;@_/@ °

\u-

ol

(4) 4 B0 L XVA 4 U0 B S o PR 9 XVA 2 A 5
# $HR 2§ 3 FE M « pERC 334 £ 4 R 4 (7 ehiT 400 U § 11 2

A S s g )’% (& 4] % Dolph et. al."[17] ~ Arcuri et. al.“[18]% Botta et.

CXVd e Vd 2573 2 2@ ek ok m)?“r,' Ak 16.9% vs. 11.3% -

Ui E X RBFRF S AR R AT L3 XVd & Vd edpt h PES B % - BEEAZLE § B
BBt A ST A XVd 2 Vd et 0 PFS AR ¥y (HR= 095 95% CI %
0.76 = 1.19) -

VPERC B3 o % gt do & % R L 0 41 U ST 0 R R A0 L TR i
- RPEFELFEREE oM QJEH-’-"* B2 1Ak # Ry aRt s s 2 M
Y S SENREY ERE S S R A mmﬁ«mﬁawmpﬁwﬁ$>?ﬁﬁﬁﬁﬁ
PERAY (AR %FELAEL TTFF f'i#ﬂa@?l}%J FH)e

VLR R RE R, I8 EEIH R PEEHLES I EBRLE o BEBREL RN
lenalidomide # bortezomib ( H /s & & & a\?"]ﬁ?) T HRE2L B - ZFTFALEK
lenalidomide ¥ bortezomib 2 »c4p § » % 5 £ B 4. {L WE AR R HRE HP 5 6 R
5 11 lenalidomide 1% % ¥+P8 % 5 9 78 14 bortezomib ¥ 5 %P8 4 o T'F—*Ff sEx B~ 5 2N
pomalidomide % 1 38 12 carfilzomib % 5 ¥ PR fe 2 E5% > &3 a7R M4 47 FF % IMiD-based

(lenahdomlde pomalidomide ) 75 27 Pl-based (bortezomib & carfilzomib ) o 4 % 2 % iF
PERHELRE A (rF %5 AR R A TSR L 2 enocdp § 5 &A@ 0 CADTH 3
4Tk b R A 3l Rd 22 VA pocdp E 2 Bk 0 77 sk Kd fe P sgoocdp g 0 b
CADTH 25 o B v = et g 47 8.7 3 f eh e
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al’[19] )35 & R4 U7 » 2 TR 2 AT v ad R R T IL
TEE AR AT RERIRE 2 é—*‘ﬁ#ﬁ e %] (crossover)e gt ¢F o d 4 £ &
% 1 %3 & % lenalidomide-based -)%‘ F R 2RISR EREFY 1 R
Flsm 25 Roe £ A RPHFAFE L BATT 3 AL RHEF LT o

(5) Dolphet. al. ¥ 1t .k % [17]817 & 2 555 ¢ PFS  ocdy ¢ » XVd 22 8
WeliprapP LR 2 ARKRFISKEL YE DV~ DRA fr Kd
£:08S° 5 L oFR AP LR on &% 3L sk ¢ - DRd~DVd -~
Kd fr PVd % & PFS } $i4Fch4 35 @ DVd -~ DKd v Kd % OS } $ids eh
o e XVd e H @ vp-‘)%:.ﬁﬂgifp a kL R oo

5. TRAEFIAM Y E

(1) 1345 BOSTON 35 chajp » i i > 55 4 30 §f i& * 1§ bortezomib & # # PI &
i RE LFR Y XVd g o R AT b’ﬁ"ﬁ [ JE
A. LA % bortezomib ioR FEIS R F A EFIINAF s (PR) M F g

- enPLink (EM &85k ) A2 “EF PR
B. it 2L A F] bortezomib Ap M 03 B2 b F Ma ig b (AR o
C. B#X¥%-=xXVdippneLmndPln Rk fRFEI 6B -

(2) #H» LA :PJ{‘ Wi Y x Fifr 2 B de da g Aok U A (systemic light chain
amyloidosis ) ™ A4+ “ﬁtf 7 BOSTON g5k *t £hup A TRk R Ar R g R
o TV R EWXVA o st EERE LFER Y XVdiaR o

(3) pERC it » — dinf > % F & # 5% /15 (4r daratumumab ~ carfilzomib ) {r
ATk (4o bortezomlb) » @ selinexor @,'*“}?a AHp FenT pPRJE o R R
i PE R =g %51‘%,7&%5 = e JEA AR A hd BRI R 0 XVd #
* 1 bortezomib i i%l‘ FEA T LML E

(4) BOSTON 25 #-XVd B0 % 2500 5k ) Tk B 7dr L0V EL -
WEHEXVAd L TR @ s 3L o B e X R FREL F'*;cz;_w

gk Mo it B jnfes (h %Irg daratumumab 5% 2L ) e
pERC Fr R 0k & ReTBEL - XVAd ¥V T 5 % 24 F ik » ¥ i € %iig
BEE SR s - pERC g o & DRdV‘:i FirmE B Dk 1M

e PE o R XVA T o B EHE Y 2 fsﬂ;aff,%* °
(5) #2#% BOSTON % 7 HRQoL #4F % 44 47 » e % % k7 XVd 2 fr Vd =
o A 2 Bl 28 5% A o pERC dp &1 XVd e AR 4 Hioks = e i 0 B

N

o~ 678 BIIEP X% > P R %% 5 ¥ & * lenalidomide ;5 » 5 4 4% % 2t lenalidomide-based
/;«},%—*Ff (4= DKd ~DVd~Kd~PVd~SKd-~Vd-~XVd- % 45%?)[’2‘3 AAE 2RISR AL
Feab A F ) 2 1,615 4 5 2P 984 & & = lenalidomide ik 2 BT o AT RFE T 0 ¥ 50
lenalidomide i7 % % ¢ PFS % % 12 DKd ~ DVd % SKd # #.& i » 5% B>* Kd ~PVd~ Vd > %
3t XVd (2 iE 2‘;? B % ); % lenalidomide /5% % E'f.—'ﬁ'z 77 BE 5T AR e enAg g o

Y d 3> CADTH sp B +* %A 3 7 DKd ~ NRd = PVd okt &3 CADTH shi®iz s 2. ¥
A EAPM %% (Dolphet.al.z A {7 %0 24p2 T3 3 TR EAPM ?}E&J FH)e
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TR R o E XVd e NI 4 S RE 0 T E R TRl -
(=) PBAC (&) [20-22]

> PBAC #F 42  Bét3 Tselinexor ;> A 3 P AFipR 2 =GHL A
53t 2021 & 7 % 7[20] ~2022 & 3 % *[21]% 2022 & 11 ? [22]=4 » AL AF

R U ISR

L $BHER2 e

PBAC>+2022 # 11 * = £33k %/ £ & selinexor, bortezomib, dexamethasone
(XVd) #3tsfk MhAsm e B2 0 1 ok o g B spiots 7 2504 w5
1%\-&}?3 G FREFIEE LT

(1) AR &M o1y Gk i i
A SRS 5B AR -
B. 2% 3t & i selinexor, bortezomib, dexamethasone( XVd ); & £ & selinexor,
dexamethasone (Xd) o
C. w1 - fAisk4pce
D. s+t A% selinexor o ¥ B 2 8 LA & 1 (%R rgge )o
(2) FrEE
A, RMRE G ®AFFRTY 53R (Special Pricing Arrangement ) # b e
2. ZRrLHmA

PHEMTRBEER TR R A RPELRL NI B RERLT R
Fo o PBAC 3n 5 » o 30 2Z 2. B en@ vL 14 (transitivity ) R348 2 By G 3 E
12 8 % & (confidence intervals, CIs) i % > XVd 7 ¥ #»t (non-inferiority ) ** Kd
S A A FEE A R O PBACRLG A = ¥ i £ R 5 GlRER B F dp
Whrer 74 F XVd#-i@ * ftp ¥ 97] & % ¥ (niche population )> F] 4t PBAC

TREMRPFRAERANALL 2L L5 VAo % & A 245 (cost-utility analysis) 5 =t & S
54 Kd’ Bk XVd 2 %2t Kdo % Bk kA4 s gfr%i Rgims XVd dt 7 sen
Kd-Rd-~Pd % bortezomlb based f 2 (¢ 45 Vd) - PBAC 8.5 » B F = A XVd 4p s
Vd & PFS 84 5 4 B 0 LM ik 2 B 5 OS = 5 m,a @%‘mlyﬁu AT o
® > PBAS i3 5 XVd Z3 Vded 2> XVd 223 Vi kB iz 0 ® fﬁi"""@i"ﬁ /R A B S T
4 PR ER O ABRREER T EA MG o Fp 2 E R H[20] -

w BT A & A4 R Kdo RAER % A i A2 47 5 PBAC 45 1R ;‘;mgal ot = &
- i o TINE RN E R ‘_ﬂl’} FH = £ - 2 (40 ERd > PVd)—T“t%\:ﬂ#EMK - PBAC
:}‘F 4 XVd ¥ Vd B iz BOSTON WP OS endcdp 72 S8 > ¥ &2 K7 XVd L Vd iR
F B SRE 4172 T 2 Kd Vd 2 ENDEAVOR GRE B & OS @ 5 £ 1 A scf sk o =

EEEP XVd ¥ Kd a7 71 > PBAC 325 4 2 i;aj?}‘%,\:}?r‘i —*‘mﬁxf‘ﬁa\ * & F7[21] °
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1

BEATPH2ZH TRIBENRFLIBITE DRI AL (cost
minimization analysis) ¥$3 %= > 7 j2;4-73 ¥ 7 e s e

98]
o

e
Y e

M7 (Antengene Pty. Ltd. ) #%

v

M2 & %Y 5% Kd>PBACIn: 618 %
WL 2MI S AMpM 2Y 5 %% 2 ERd - PVd KRd ~ Vd ~ Kd = Pd

4. ApERorEE MY E

(1) 4% BOSTON 3#% > PBAC i35 3%:8% 2 7 M 3%k & (lowrisk ofbias)
BEARIRM R AT 2022 £ 3 P g R AOTHRE Y ABFE BN (two-
stage estimation method) & Vd fedEdt @ * XVAeg 8 (b * +* [hazard
ratio, HR] % 0.77°95%CI % 0.52 % 1.14) e & RhFHEM! > N2 T rgfd > 77
AT B FRAI AR S FIPr a2t REATFFEYF od
AREFNOS BEFERI A ITEE P AER T EF AR > PBACILE
A m*,a *FE T o

(2) ¢ ek XVd g a & 54 S KdE Fot RS R RGE B X Vd
fe Vd = BOSTON iz (i * R BFA) > 2 E i Kd e Vd
ENDEAVOR #2% 4> 12 Vd 175 2 b %4 & > 217 XVd 22 Kd e0fF 30t i
At e FlRRBhOS Tlla 7 SR 2 XN PR BN RP TR
W 47 W B PFS frk 2 ant g S o
A, FE A 47 o a0k £ (intention-to-treat, ITT ) % ¥ :E {7 v f2 2

PFS % % &+ > XVd #Bﬁ&"‘ Kd s7HR 7 e e ¥t & #3 BF 4p oo

‘q,+_1084 13220 » $ A VBEEL B o

E

B. SRR IR KR THITT % ¥~ B82S 2R F (7
b PBAC * 2022 & 3 ' gk 45 1) mmﬁal Bz L - ok g’;&é;ﬁ;w’;@gpﬁgmﬁiﬁ
( Pharmaceutical Benefits Scheme, PBS) — R iE e ERd PVAdixv it = 24 23 & o

2022 & 11 " g3&" > RMWRPE T LR g g & R v & (Pre-Sub-Committee Response
PSCR) 47 1 > ¢ ** ERd {v PVd £ f2 Kd 4pt e0d (K& £ 2452 7 ) » PBS 8 » 7 ¥
F* Z E o F XVd 3 #e3 Vdo 7 7 da el XVd 7 7 223 ERd fr PVd o 13 }ﬁ)"""f&"ﬁ kD PSCR
2.7 f > PBAC cnig@s= % st 4 § ¢ (Economics Sub Committee, ESC) dp i XVd 3 7 e
ERd {r PVd 2. 3 #L 23 FE%.ch > © A FE2% 244 6 XVd £.3 % 4% ERd = PVd

BN R & B LA 0 p (data cut-off) % 2020 & 2 7 »Vd ;5% 4 pris#* XVd & Xd
2Bl A 36% (XVd ik 304% ;5 Xd &+ 5.3%) °

dd g & carfilzomib, dexamethasone (Kd) £7 £ # bortezomib, dexamethasone (Vd) #* *i55
LS R SRS SAR R S B G R AL AR A1 4 S e

&R A D 2 B (#* Boston S st A 453 1 -~ Boston ;é,‘iﬁ VR BOF AL
ENDEAVOR #ZZ%fe )~ i * 5 %38 247 (2 ECOG % ##24&r ) 2 #4] » M % @& * {5
F v* i (simulated treatment comparison » ' ECOG % Z # i ) Lﬁ.—f{]

ff BOSTON #%F 43 4 (107%) % p &R > @ ENDEAVOR 3#5% R & - &7 & % ;éﬁ#%—i XVd
Tek s Flip gk P A F R FE 2 (treatment-emergent adverse event, TEAE ) @ 7 = &t ()27 Vd ‘e
e B RRAPVEF o FIRENRPFRIOTH > FRER XVd B2 WE i 2R 2
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AEDREE ) U G RED O 2R DR R LR o SR
AT ITT g b - Ko L A § 8% 30 2 iR R F A%
3 e fe & R B0 Y 0 - 2 B0 Seh a0 SR B4 XVd g
4] s PBAC 3% » X %32 % A 45 XVd 174 5 3 800 4 52

g

C. BZEFEVREENT XVdE KdApy cnPFS 2% A2 M ¥ L 8>
fe ESC 45 81 » &3 3% ¢h Vd &t PFS % % 4p 122 (BOSTON #5%
9.5 f » vs. ENDEAVOR 5% 9.4 i * )> XVd §r Kd # PFS # = #c7}
et i B (1327 vs. 187 B )o

D. d3EEVESITPEEIS%CISHER 2 B RF L AT LTES
¥ 12 95% CI @& T s F]pt > PBAC 305 B4 2 X% HA 455 %
¥ AR 2R o #t vb > BOSTON 3£ %2 ENDEAVOR 35 i {7 erps i 4p
E5# 52 Vdeg®ES N o 40 13 a5 PFS 2 OS i Bups
e i iZ BAp < % 5 @ PBAC Wil enBk £33 2 7 “Thi & °

(3) * 21> 5 »BOSTON % ¥ > XVd 22 Vd wipit § 8 FRF dut ] R

PO SRA R Y IR U s LIS P RIS 4R

@ & ENDEAVOR #% ® »Kd 22 Vd e 4p ' § BFRB PP L ~ 5% 3

B e R R B 4 R o

A UVAdEFLER$F B2 AR APTFRRET 2PAFESE T &
EPdAE R REAATECERBENT VL ECERS S 07 2
FE2 5 0XVdfo Kd 2 FFi2 5 set ol F £ B 5 4>3 % eh TEAE -
B0 XVd & Kd gt 0@ b Byord X FIEps 4 FREFRM > A AR ¥ -
A PR R A FRIREFRS -

B. PBAC:u: > XVd{rKd tetp¥< 22 & 2 ¥y L 2 ¢
XVd# Kd$ # pehd 245 Aa > ARE PFEWRST 2ELH
7y BB ER ARG

5. TREFIHAMYE
(1) PBAC zn % PBS fbh= 71 selinexor> ™ o3 H 5 240 F sk (%
% & * bortezomib )’ d %EHQ%%?)% 2875 ok 4 B 2 s S R (XVd

(R e fe¥® L) i EILIT G 7 g i o TR = R RPFIIPFS B o RV
ERS ﬁ#“,!rtﬁ'qfi}%é%—‘ﬁ gk gk o

€ e HEYREI O 2MEREE R RS IR R F R 2 AR ek =03
KPR AR (fdtiz ) F R o470 02 s f o e 03] -

h BOSTON &5 v 8 Bzt % L% 2 =% » 2 (5:ck % %% | = ; » ENDEAVOR %% ¥
SR TE R LED S .

i +> ENDEAVOR :#5% hOS i i ¢ =i  Kd 25 443 B2 »Vd e i 437 B2 (FREA L
%2017 # 77 ); Kd 2 PFS BipFF @ =8z 119 B > Vd e i 111 B2 (FH e p
%2014 # 11 * )ePBAC 4 ! »BOSTON ;&5 ¢ PFS if §ip# @ = #ck ** ENDEAVOR 3%
@ OS i BipF ¢ =@t ENDEAVOR #% °
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& XdV) g3t e®§ o PBACFE 7 afpkk F 447 » % % Kk selinexor #-i¢
P E3IMfcdBISRHY 0 CHESRILLE o
(2) PBAC 2% XVd ig * 5 4% @iﬁt‘ﬁg:}ﬁs A gt Glip ) o e XVd P
FELILLE CHW R e Infl i EE o £ 2 22 4 & IMID F - d ¥ PBS
Sz - Rz 53 IMID > XV (7 i G % s g ™o

(=)NICE (# R) [24]
> NICE 7 4~ M4tF Tselinexor ;> B 1 2 AFAph 2 3= H R 2 >0

2024 & 5% x> 2 [24] 0 £ BAEETE o

NICE »* 2024 & 5 # = £ 32 ‘3@ k' r} £ & selinexor, bortezomib, dexamethasone

(1) A A5 ER<E 1SR > ° daratumumab fr lenalidomide ie f 4 Rz 5 2
(2) T ¢ A WX E2M5% 0 ¢ lenalidomide 7o % Bz ©
(3) ERERF E&F £+53& (commercial arrangement ) % 37 hd7dcik B % 5 o

B RRE % XVd i 3 i 2 i (1)daratumumab {e lenalidomide /5% %
PLen®: 2850 s M E Q)% 3SR 0 VL F i}%)ﬁmi? *x%sps: B2 2R XVd
BVAd2ZFEG B @y @ VA2 NICER L 5 2 &% 38058 0 2
XVdF®iF5 % 28 % 385%pF > 2 Vd gt >t PFS 2 6 B 2L 2 R 5 fa&&«a
FAR N OSSP G R FATHFLR - B R XV 33 Pﬁ@wﬂmﬁﬁf‘aé

PR a2 B AEPFS 2 OS P AT HFLE  erfrdsl }i%ﬁ'é{{]“}o

i PBAC #2022 # 3 * =3 % 1 £ & selinexor, dexamethasone (Xd) * *Mia5 T4 8 S #pisi §
FRAMESER A SR AR R RLEI O AERE B o 2480 ko pERY
FralA 20 AR A E | fEF-CD38 H HFA s o Bk 0% 4 pe ) [23]

K g8 E 4 § 12 & (Therapeutic Goods Administration, TGA ) +%+ iz H » @& * XVd p# > 53‘
3% selinexor ez 4o E 2% % - X 100 mg (F]2 2 F 2@ Z % MHE Jﬁ‘ %40 2 80 mg);

Xd szl AR 5% % - % 160mg (F % SAHEF 5 60 1 100mg)

"efeB bt d @R X AL A

ThORMRE Y RIHGE S R § TR FE AT XVA R R R R RAR S F LN
Ay A (e IMID G % R~ OB & A b 2 ¢ R4 ) SORES TR 0 B
ER S BBAARICTH A o XVd sk d - Ko

34/99



113CDR03029_Xpovio(MM)

EASTG A > XVdEF 2M5Kd 2 % 3MAFVA™ P dh A E i
FEE AE RR X B PRIAE ¢ (National Health Service, NHS ) F ik i¢ * 2 = &
YeF I fe 81§ 3 R AINRd 49+t - XVd 13 A2cF @25 @ %+ NICE 32 % NHS
TRV &2 e & 0 F]@t > NICE §:23% XVd iF 5 daratumumab §r lenalidomide

e A PLen® 2 M5 0 2 17 5 lenalidomide 5 £ Pren® 3 AL o

3. 39 &

(1) i% 5 daratumumab v lenalidomide /5% % peen® 2 Sk P 23 %5 Kde
(2) 55 3HLRHF o Fop At

A. ¥ lenalidomide TR » 4p Rk %% % 5 NRd ;

B. lenalidomide 7% % Fz > 4p M %% 55 FVd o

i
&q\i-

4. ¥R X 2 MM T E
(1) NICE £ R ¢ #3717 Boston ;8% ? > &% % 282 5 3 Hpfn=w %3 (&
ul ik 49%2% 32% ) o 4-¥F Boston 3#5% 4 17.5% % > NHS @k 7 i+4.F 7 &5
% % (representative ) c7nk3% > £ ¢ ip 1 > Boston % ¥ 2RI EH D
TioE# L 67 s % 34 E 65 o vt NHS T L+ ‘“T;’)%‘rﬁ’lifaﬁ’éﬁ75
#oR# 3 0 ¥ Boston 5 A K ALt 24 (power) MR XVd & Vd 3t
TEFENLE OV REVATARRG R FF &L R €4pd) > Boston 3#
Bk EF P 5 68%A ¥ 4% % i lenalidomide i > @ NHS e+ fr4 4
WA TG F o iR IR NHS §24 F 720 % 87 5 KA 5.2 %3 NHS
i * chehda it (generalisability) % &7 2 244 o
A. - Boston 3% % 2 A=K EFE Y > PFS 7 MR Ficd (XVdvs. Vd &0
PFS # i=# % 21vs. 11 % ; HR % 0.62°95%CI 5 041 £ 095) &
OSiLiBFLE (HR Z 091>95%CI 5 057 & 1.45)-
B. A% 3M=%¥? PFS® OS % miz g% £ 8 (PFS« HR % 0.75°
95%CI % 046 © 1.22; OS e=nHR % 0.61 > 95%CI % 032 % 1.17) -
(2) #RAFE 8 * Markov chain Monte Carlo simulations ¥ 7% F %4 &4 WiE {7
BX % % 3 & & 47 (Bayesian network meta-analyses ) ¢t $82% 1 |- %2 (external
assessment group, EAG) 25 FRRMFEFTF % 2 Kd 2 % 3 % FVd aig
GRELITEREF > 2% 3ME NRAd W e 2AELTE T F HFR
Fﬁ o
A. NRd i@ * & T4y fe ¥R & & (unanchored matching-
adjusted indirect comparison, MAIC ) i& 7 Pd (% ICARIA-MM*°:&5% )
v Vd (BOSTON 35 ) e it g~ »t e 2@ F 45 @ * BOSTON 3%

" & {5 panobinostat, bortezomib, dexamethasone - panobinostat # & ¢ Farydak » % - fAle 39 4
¢ fiefiw#r4) % (histone deacetylase inhibitor ) » 3t A B & A B~ {7 & 235 7 ;:”ii

© S FRIY s s BN ITE L S TR R AR > VR SPd B PAd AT D PR 2 fAin R oh
(RSl SEY A Sl § Wk 4
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7 Vd 2T F 3 HR @ ~ PFS fr OS s L 17 it EE OB R YRR
3% (proportional hazards assumption ) ~ jh » 38 5% & 5 A A8 F B FiL >
P ARKRE i;éjﬁ’ﬁ#’_ﬂ_“v'] =N % EAG 73 & » g2 2% NRd e 2
b MAIC £ 3 im* U A H F A okt a BEOSEE
d 3023 2 8 2 & Ty MAIC v 3¢ 2 XVd = NRd rﬂ'ﬁ{ﬁ” FA
B. A% 2Menpiisdodrd »Kd¥ XVd4prt >t PFS &2 OS ¥ & it bg
%% 2 (PFS & HR 5 0.73:95%CI % 031 % 1.67;0S #»HR % 0.89>
95%CI %2 032 % 245)-
C. A% 3:meaplis oty » NRd¥ XVd4pit 3t PFS 2 OS & suitdg
%% 2 (PFS & HR 5 0.66:95%CI % 034 % 1.28;0S #»HR % 1.29>
95% CI % 0.63 & 2.64); m FVd ¥ XVdp\t & stk ¥ £ 8 (PFS
7 HR 5 0.80°95% CI 5 0.26 & 228 ; OS snHR 7 1.24 > 95% CI 3
045 % 3.46)-
() TRAE FEH FHET BB R T F5% E R > 2 BOSTON 3#5%
i~ % et bortezomib % PI# B4R s 4 » A 45 5 % 7 NHS ok # 34
R T TR B R N O SR PR LB o e chl 8
( subclones ) ° LB 7 £ % lenalidomide 2R ¥ it £ 8% 2 A £ h
EERF LR g AT AR A 1B R 4 0 A S 0 XVd 1 PFS
BRLE MR IMPEL L A LG BE LA d TR R
R R AL SRR AETRE
5. TRAFIRM Y E
(1) 4% XVd > EF ROk is ki &0 kb foLi 2 ka2 eFizme
{% 0% 145k 5 DR A % 2 3 Kd 5 DRI 2 pesvi— s &4 o
Tk & 7S BAcs ok~ B4 dFfris Z i b B o carfilzomib & %S 4
M d %;”‘\ﬁa?]/_t/;%g ; selinexor _v PRA| - € 31425 5 s Bl iv® > @
* % 5 bortezomib E_g T i A& R LB TRIE o
2) TE B RSLE B 4t % 3HEHE LK PF 0 A MY lenalidomide J 5
LT FPEFE ISR ER T 'L FVd 5 lenalidomide 75 £ preiisfr iE 4
2_— > iz d 3 panobinostat (& {4 5 TRk b ¥ 3 F * o B2 R selinexor 7t} 4P
B AR hAF Mo T hE R R R SR AT > "F X selinexor e# £ TR0
B3 ER R foi [ RS R 0 TR AR R AR STRR 2 E -

(2) ¥ FBFH

Lo R g e
(1) SMC (@&#§F) [25]
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22024 & 50 16 p 2 > 3 SMC 4 F 42~ B4EF Tselinexor > & E- &
AEAPM 2 PR (7Y [25]SMC gk P2 EAFRFLF LD T A

o

B
[

2. RAFTAHEAPM R

(1) #o%F -
A3F £ % 22 3PF Cochrane/PubMed/Embase T + T AL B 2. = (£ 3P 40T
T 7] PICOS s $0F iF 12 0 Wi H 3 £ AR ERATELH R T 251

¥ (population ) ~ 75 = ;* (intervention ) ~ F ¥ P& & (comparator) ~ e TR £
ip 1% (outcome) % #7 % K382 = 2 (study design) » 2 HOF i 2 F3L 4o !

Population WA BB 5B R g
BEAR2Z SR RS E 3R IR K

Intervention £ © selinexor, bortezomib, dexamethasone (XVd)
Comparator 7 % selinexor ;5%
Outcome XVd z_ 4p ¥ 9k e ss & 2

Study design 5 118 5 :25% (phase Il clinical trial ) ~ & %uid
< )I% ¥ B % Y4 & $7 (systemic review and meta-

analysis )

i BB+ it 2. PICOS » i% % Cochrane/PubMed/Embase % ~ }*J: FOE R 0 3 2024
#5713 p ik > 12 Tselinexor (~ % 3 14% %5 | s Fb@@i‘%’-:ﬁ-f’fjﬁ_’%ﬂ? » fE K
i PF s KIT&;— e

Q) F %

2024 & 57 13 p uw it 4T B FH0F > & W3 Cochrane Library % 3] 73

L 75 PubMed 21 179 £ 7 5 Embase 7 3] 763 & it o 42 £ 47 2 ¥ il
R 801 £ R o SR A v P ARAT A fE R R 150 #2058 PICOS 7 3 60 oo

FEOTIRA BRI T S 2 Tl 0 i ‘<p\ »— 38 XVd iof F B REB S
IIgp 3 e £ e e BOSTON £ 9 By a]< e (¢ g ok & 2 A
TR %[26] - % EH G o BAAMERE 4 3F % % (patient-reported outcomes,
PROs) [27] 113 S ¥ A 45t S dof d2 2 B 35[28]~ e B B #[29] T+ it
3 2[30] F I SGABAS[B1] F Pa SAR AT R 2 S HE RS R[32] 8 &
< $LCD38 H thyikll /o [33] ~ " WA E[34]) 2 17T LhARMA €L (7 454
H AT R [35] 0 ¥ A g AR Bk B PROs[36] s YL R K OREA TS K Ao E
#2 5 35[37,38] ~ oz il @B §[39,40] ~ § RAS A FIR R H[41,42] ~ o o
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R=2 EH[43]~ 7 5 Sio F 47 W [44] F B SR 4 W] 2 18 50 BS % [45, 46]
% 4% PLie R [47] > ¥ 5 lenalidomide i¢f % Rz [48-50] ~ ' MA|E[51]) &+
SRR dp R 2R AFL T AR AR R S R R R E ST
( network meta-analysis ) 2_ #p ’T'J?}F*Jv[l7-19, 52]% 2 KA ‘} € 4 & PP[53,54] » ¥
BURASES e L WA ik PR R & 2o

i%%ﬁiﬁb%?@ﬁ%ipfaﬁié%%@:
A. BOSTON #2% (NCT03110562) [22,26-51]
(a) 7% &3H[26]

BOSTON & 2 5 W 5 7 s BN (T E 2 5 IIH A A vifsk 7 Bt iR
XVA & VAd* 8 525 15 3805 2 45 & ﬁmw?%w%QWAA@Am%A
g% > o #B d Karyopharm Therapeutics Inc 3 8% » 4245 p 5 2017 & 5 7 > &
Bx o p i 2023 &97% o

TR 18 &MY 1R IMWG R 5 7 RIE 5 3 1 F 4%
x L_ﬁxi— TipHFARETERF NS FI FRITIIRNF 2 G 2
# P KRR & (BCOG<2) 2 2ds e Do o # 4L 995 5 4 f 42 7 PI
%%ﬁ@@mb’gﬁﬁ@g;w&ﬂmgﬁ@amyﬁﬁﬁ—ﬁm%%i*
B FE 6 % » ¥ L A ¥ bortezomib 4p i e73 &l b F M@ &k J55 o é%}:}%“f
B ﬂlﬁf.ﬁm’ffa = >R TR~ PR AR E ¢ A s
2B R A G HR 0 R TN ARG OT AR o 4 o

AR S m}}is Azl R A R TE XVd B Vd o FE K ARE R
%ﬁ?%@—%T°TFA$H b - R RHETD LI TR E S5
hydroxytryptamine (5-HT) 8 mg # d vl el » F 7 & > X3 F 7 5 B2
122 &% 23 3=0i@% S-HT-35kH /A vrid * 3L #4455 (4o olanzapine-
megestrol acetate - methylphenidate ~ & -] 45 4 = & 11 g S ﬁs?li o B % B
4 A ¢ (independent review committee ) #z 3% % FEL IR AT B ER
bortezomib ;% > B Vd _E_mfl;‘s AT Y XVd sk o

o A EER AN BFEFY S AL § e o
@ A G LR % (bilirubin )<1.5 B F B F P 0 R X P % ek 8 Vv (aspartate transaminase,
AST) {vp v=fsfE »=%% (alanine transaminase, ALT ) <2 & & # & F *T; §# iy ¢ E’bﬁfiﬁi—ikf

( creatinine clearance, CrCl) >20 mL/min ; i & # &% : 9 & 3>1,500/mm> ~ & g did w3
(absolute neutrophil count, ANC) >1,000/uL ~ & * % >8.5 g/dL » 2 % x -] £>75,000/uL °

Toikgm A AW AT T@Hé%(yvwm~%£@ﬁm%ﬁw(uﬂmzﬁuj)qu$p
B (5 vs. %121 ) 274 K -

5 4reltrombopag# romiplostim ©
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A& Fpocdp iR s ITT %32 PFS> & 5 A "xs‘_ﬁk‘/w\ AL AR &R TR R
F) 7 chpE ({EJJ}J;IMWGﬁ o F iR o R e ) o B A A %
Lofodpthe 2 FME S “(ORR)~OS~ & 3+ if‘*F’“ u (duration ofresponse,
DOR)~Vd 2 p 3 & * XVd 42 PFS v ORR ~ 18 Fis 0 PFS~ 1 7 - &5
K e R (time to next treatment, TTNT ) ~ T % 2 & B W (t1me to response,
TTR) ~ >2 e 40 5§ Iﬁi%i A F X 2P fem R GERELI S - H
R FE R R EE ) A B SRR ER A LEEF (PROs) -

PR 2D AT A B L 2 30% PFS ¥ # &2 75% PFS ¥ 2
PRie 7 PFS ¥ @ ik kA gyt B R "W BB AR 267 B PFS ¥ 2 5 1)
b 2587 AT PR Rk F S e § (futility) # 4542 (superiority )

FEFE ey R % ¥cdp ¥
Xvd 2. (N=195)
A 5% :- BRE

3? N %ﬁ‘ﬁﬁ(N=402) * selinexor# #F % 1% v JR¥% S 100
o« ER18K .E‘g e i & foardpiR s
} T By [ OCnomORARLEE A -« PFS

¥ B 1.3 mg/m2; @5% k4, ’ . B
“ BiT- KRR * dexamethasone# it % 1~2% ¢ JR j\‘-ﬁ:ﬁ:’){:}ﬂﬁ- 2 Bz 3

TEYTr e #7120 mg « ORR AR &

- o
c 4 ERE113M -p °© OS =

s Vd &(N=207) * DOR e
* ECOG<2 2 2 4 & HYBREE 3L - AR * TTNT s

o Rfriga # i * bortezomib# 2% & ¥ 1 + 4% * TTR R
c #Exf lawe 6o o A T A3 mym? $3% kA e Vdie p ke *

ELE R Y ¢ dexamethasone# 2% & i+ % 1 » XVdAz s7PFS 4v

TR W E P fRA 2 4~5% v pR%A 20mg 0 §3 ORR

EoN 2B b %Qﬁ B kg o 13 475 %k (PFS

n«;};;az ZIEH 4G ) _ s X 2

<4 FOBRRBASFE - Fi * PROs

® bortezomib# 4% & ¥ % 1% &
T i1 3 mg/m? 0 5 5% kA

* dexamethasone* ¥ %1 ~ 2% ©
JRXE S 20 mg

ECOG=4% R4 ATk 1 & (Fl F‘«‘iﬂ it ik A& 4 #ic(Bastern Cooperative Oncology Group); DOR=F# fiz 4% 4 B FFf
(duration of response); ORR=F % ¥ J& 5 (overall response rate); OS=# ¥ 75 /% (overall survival); PFS=& & i* 5 /& 8
(progression-free survival); TINT=2% T - &2 1% [ (time to next treatment); TTR=X % 4 F Ji <hpF ¥ (time to
response); XVd=4& & selinexor, bortezomib, dexamethasone; Vd=£ & bortezomib, dexamethasone; PROs=J * i€ 3F % %

Bl- BOSTON &% 2-[26]

t Li ,1 /r')%"; )@L aK/\F ),»%E\‘ { i3 (EPR)"

WoEE G P EPRF AT AR E & E e R Fl 2 SR

VOR K G P EW A RACT EPR F B OpER o

WA - g5iR s B if 0.025 24 80% ~ PFS ¢ im#ich XVd miEak s 135 B0 - Vd iR
594B ~HEISBY -~ EHAS B iERE o
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*»2017& 6% 6p 3

+

7~ % AW R 26]

113CDR03029_Xpovio(MM)

2019 # 21 5 p B F R EE 457 p A£G 402
}?i}\f‘*b BorEE T ARRAEH AR Y 195 4 A pe D
3 Vdie o ITT s hads? il 67 & 75 b gy gl 24 71
fd 57%~ A G 32%2 19%61;%’:;%*%%“?’#%;%@2%'&&
X i R A B S 35% 2 1T T F e 4 R
o2 o s BAHDFHS F AR FaFT A0k S o

XVd > 207 4 A fe

3@p R~ A g
bortezomib iR o K

Ak

XVd 2(N=195)

Vd &(N=207)

£ 7 8, & (IQR)

66 (59 % 72)

67 (61 % 74)

7 4, n (%)

115 (59%)

115 (56%)

ECOG % #, n (%)

0 69 (35%) 77 (37%)

1 106 (54%) 114 (55%)

2 20 (10%) 16 (8%)
wie g @R n (%)

del(17p) 21 (11%) 16 (8%)

t(14;16) 7 (4%) 11 (5%)

t(4;14) 22 (11%) 28 (14%)

1921 3§ 4c 80 (41%) 71 (34%)

FitiE- 97 (50%) 95 (46%)
t & 1 1E B pF R-ISS A 2, n (%)

F13 I8 173 (89%) 177 (86%)

5 111 2 12 (6%) 16 (8%)
zf'k;*% I~ SRS hpE

¥ 4, & (IQR) 3.8(25 % 5.4) 3.6(2.1 & 5.6)

0 4% < ie f ik, n (%)

1 & 99 (51%) 99 (48%)

2 & 65 (33%) 64 (31%)

3sm 31 (16%) 44 (21%)
% 4% 16 s, n (%)

FER R S 76 (39%) 63 (30%)

bortezomib 134 (69%) 145 (70%)

carfilzomib 20 (10%) 21 (10%)

M VdeF 3AABRLEPRETRERES ) AP TRL 2EES
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APk XVd £ (N=195) Vd 2(N=207)
ixazomib 6 (3%) 3 (1%)
daratumumab 11 (6%) 6 (3%)
lenalidomide 77 (39%) 77 (37%)
pomalidomide 11 (6%) 7 (3%)

* o0 4R R Y kR 232 & H(fluorescence in-situ hybridization, FISH)R] Z_

458 2 4L T BCOG=4% B L AR Tk 77 1 & ¥ ALk f& 4 fic(Eastern Cooperative Oncology
Group); IQR=w= % = §E(interquartile range); R-ISS=*t 2015 & i3 37 e % & # k 4 (Revised-
International Staging System); 1q21=1 3.4 ¢ % £ &F q21 =% ; del(17p)=17 5.4 ¢ $EAF4 4
t(4;14)=4 5L ¢ e FNA 7 14 5.4 ¢ 85 = t(14;16)=14 5L ¢ Moh- e 5 16 5L% B
5=

(c) Fprarmtiigs
I ITT %% 3 & A 45 % % [26]

3B Forcdp B PFSY2 G 0 XVAd 2t VA 2 8§ S By - a3 4
¥_& ht & Jokdp$R? o ORRSTTNT = 6 > XVd fe i3t + 8% %20 Vd 225 DOR
2 OSERXVdiriEi AN FLE S TIR &d 2plap L3 5 S50
Feeh PFS ¥ == & > XVd 2 (69 4 )~ Vd e (42 4 )~ Vd 2f# 3 XVd &
(31 4 ) 227 - R;5F HPFS A% 5 6.60 B " (95% CI5.39 3 9.43)~8.84 &
P (95%CI5.78 1 &2 )~3.88 B 7 (95%CI2.79 1 &2k ); @ & Vd &
pfgdei* XVd4 (63 4 ) 7 PFS4-ORR = & »PFS ¥ i=#c % 3.91 B (95%
CI3.48 % 6.93)> ORR % 19.0% (95%CI10.2 & 30.9)° tH # £ % 4% & >
P AF A F e { 2 (SVGPR) gt 6] » XVd g F i3 Vd e o 5t
Focdpthg k £ EIEA A - o

Fo= S ITT 5 ek 4 % 57222, 26]

TR p #£ 3 2020 & 2 7 18 p [26] #£ 3 2021 & 2 7 [22]
o XVd & Vd & XVd Vd &
PER TS %
(N=195) (N=207) (N=195) (N=207)
A& Frndp ik
PFS if BipE & @
- 13.2 16.5 13.5 24.5
a0 Y
PFS *® i~ &, " 13.93 (11.73 | 9.46 (8.11 %
Y 13.2 9.5
(95% CI) IRZEFTR) 10.78)
HR' (95% CI) | 0.70 (0.53 % 0.93), p=0.0075" | 0.71 (0.54 % 0.93), p=0.0064
= & B axdp i
OS i BipFm # 17.3 17.5 28.71 28.65

W Z 2020 &2 18p o XVdE37 A2 Vd 364 RELISR %’ééiﬂ‘ﬁ%_u&i;:)ﬁﬁ’:iiﬁ
REFIAE 2 ARBEL > A 2w L 67 4 (34%) 2 107 * (52%)-
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FoRE P £ 32020 % 2 18 p [26] £3 2021 # 2 1 22]

PR XVd & Vd & XVd & Vd &
(N=195) (N=207) (N=195) (N=207)

= #, " (IQR)

OS * i #&, " S 25(23.5 % & |36.7(30.19 = |32.7(27.83 %

(95% CI) - 2575 mEFR) | RATR)

HR' (95% CI) | 0.84 (0.57 & 1.23),p=0.1852 | 0.88 (0.63 % 1.22), p=0.2152
ORR, % (95% | 76.4(69.8 = | 62.3(553 % | 76.9(70.4 % | 63.3(56.3 %
CI) 82.2) 68.9) 82.6) 69.9)

OR’ (95%CI) | 1.96 (1.3 £ 3.1), p=0.0012 | 1.94 (1.25 3 3.03), p=0.0016
DOR ¥ =#c,% | 203(125% | 12.9(93 %

(95% CI) ﬁ i) 15.8)
HR' (95% CI) | 0.81(0.56 = 1.17), p=0.1364 - -
TTR ¢ i #c, "

1.1(0.8 % 1.6)|1.4 (0.8 % 1.6) - -

(IQR)
16.1 (1393 | 10.8(9.8 *
TINT ¢ etgen | 00U N 6381 - _
B3R 13.4)

HR' (95% CI) | 0.66 (0.50 % 0.86), p=0.001 -
FARchE
>VGPR, % (95% | 44.6 (37.5 % | 324(26.0 &
CI) 51.9) 39.2)

OR (95% CI) 1.66 (1.1 & 2.5) - -
EWF LT B2 LG R P HEFALR o
I 14 PBAC: =44 3 EPPFSYHFRF P i BF LR 7 it —EL k

A3 T igme XVd 2 77 4 (39.5%) v Vd =48 4+ (232%) 54 P

AT e
* & % stratified log-rank test #& 7 k22 FfL B o
T & * stratified Cox proportionalhazards model » #5& # 5. 5 H — %37 -

I @ * stratified Cochran-Mantel-Haenszel y* test #& Z_°

‘fﬁﬁ > 1 CI=% #f % * (confidence interval); DOR=F J&#* i P* ¥ (duration of response); HR=}
% ' (hazard ratio); IQR=m 4 > §E(interquartile range); ORR=% % ¥ J& 3 (overall response rate);
OR="; & * (odds ratio); OS=# % 1% & (overall survival); PFS=& & - % /& #J (progression-free
survival); TTNT=2 & — 4 ;5 OpF i (time to next treatment); TTR=2 % # &~ & 7pF fF¥ (time to
response); XVd=¢& & selinexor, bortezomib, dexamethasone; Vd=& # bortezomib, dexamethasone;
VGPR={%4F ek &> & Jis(very good partial response)

2% P8 ( censoring )
“

1_+_.
1 Z_ ?IL/V%

I S EHEMFEE
(1) & %~ JA B H s 47 2 %34 47 % % [28-30, 37-43]

BOSTON &5 & ¥ 55 4 AP B, 172 X EE L EHE R 3R F[28, 37,
38] ~ P it @R ¥ [29,39,40] ~ T a0 2 2[30] RASéﬂﬁf’%"zHl 421% w

42/99



113CDR03029_Xpovio(MM)

HrE R RHE[43] 0 A R B R FERhod N o FMG T ERARFYNEY L
3R e B BREFRE A FTHAF D RASA TR R E > 5 ARRI & ITT
HHEE T PHELR o NI EES TR EI5%Cls (B 5 L E A
xR EE -

Fon s B 4RI BN 152 SR A 15 1 R 5 %2830, 37-43]

FTHEL P #£3 20202 18 p

A0 R v % XVvd & Vd & HR/OR (95% CI)

PFS ¥ =&, ? (95% CI)
ITT % 13.93 (11.73  NR) | 9.46(8.11 = 10.78) | 0.70 (0.53 X 0.93)
<65 f 12.22 (6.97 = 16.62) | 9.43(6.51 & 13.60) | 0.74 (0.49 % 1.11)
>65 f 21.03 (12.91 3 NR) |9.46(7.62 % 12.55) | 0.55(0.37 X 0.83)
2o 53 R 13.24 (11.76 = NR) | 9.43 (8.11 % 10.87) | 0.66 (0.47 X 0.93)
B 33 13.93(7.95 2 NR) | 9.46(5.19 & 15.24) | 0.69 (0.40 & 1.17)
del17p 12.22 591 0.38 (0.16 X 0.86)
t(4;14) 13.24 8.33 0.70 (0.32 % 1.52)
t(14;16) 4.57 11.89 1.46 (0.45 % 4.80)
1q21 # 4c 12.91 8.15 0.63 (0.34 & 1.17)
CrCl <40 mL/min 7.62 4.30 0.62, p=0.129
CrCl 40~60 mL/min 16.62 7.62 0.49, p=0.028
CrCl >60 mL/min 13.24 9.66 0.71, p=0.019
RAS # 1% % 12.9 6.7 0.48 (0.24 3 0.97)

0S ¥ 4k, 7 (95% CI)
ITT * # NR 25(23.5 % NR) | 0.84(0.57 2 1.23)
<65 f NR (20.11 & NR) NR (NR % NR) | 1.32(0.69 & 2.55)
>65 f NR(NR i NR) |24.84(21.22 3 NR) | 0.63 (0.39 % 1.02)
2h k33 3 NR (NR Z NR) NR (24.84 & NR) | 0.96(0.59 % 1.56)
B 33 % NR (18.27 & NR) [23.49 (15.15 & NR) | 0.62 (0.34 % 1.14)
dell17p 2221 21.22 0.43(0.16 & 1.16)
t(4;14) NR 23.49 0.62 (0.23 % 1.65)
t(14;16) 15.18 NR 2.03(0.54 % 7.59)
1q21 # 4c 27.43 23.49 0.85(0.41 3 1.76)
CrCl <40 mL/min NR 19.06 0.74 (0.29 % 1.88)
CrCl 40~60 mL/min NR 21.22 0.55(0.23 % 1.29)
CrCl >60 mL/min NR 24.97 0.97, p=0.446

7z ‘mnéiﬁ@ﬂ ﬁf}q‘).{;‘ié
B R R A BlE

¥4 1(14;16) 0% % H b
% AN R -

XVd e cfp $H g 2e 4 Bd o Vd £ i dt - 4

43/99



113CDR03029_Xpovio(MM)

FTHEELR #£322020#29 18¢p

R D RS 8 XVd & Vd & HR/OR (95% CI)
RAS 7 F1R % NR NR 0.57 (0.23 % 1.41)

ORR % % (95% CI)
ITT * % 76.4 (69.8 & 82.2) | 62.3(55.3 % 68.9) | 1.96 (1.3 % 3.1)
<65 76.7 58.7 2.33 (1.18 3 4.59)
>65 76.1 64.4 1.77 (1.00 % 3.11)
2L 33 % 79.8 62.9 2.33 (1.35 X 4.04)
33 69.7 60.9 1.48 (0.71 % 3.05)
del17p 76.2 37.5 5.33 (1.28 & 22.19)
t(4;14) 90.9 74.1 3.50 (0.65 = 18.95)
t(14:16) 85.7 54.5 5.00 (0.44 % 56.62)
121 3 4c 76.7 61.5 2.06 (0.79 % 5.37)
CrCl <40 mL/min 81.0 53.8 3.64, p=0.027
CrCl1 40~60 mL/min 80.0 59.1 2.77, p=0.024
CrCl >60 mL/min 74.8 65.0 1.60, p=0.037

DOR * i+, " (95% CI)
ITT % 20.3 (12.5 & NR) 12.9(9.3 % 15.8) | 0.81(0.56 % 1.17)
<65 14.00 (10.38 = NR) | 12.68 (8.18 2 NR) | 0.84 (0.50 % 1.42)
>65 NR (13.83 = NR) | 12.88(8.64 = NR) | 0.63 (0.37 = 1.06)
2Lk 35 %3 20.27 (1222 2 NR) | 12.22(8.25 2 NR) | 0.75(0.49 % 1.14)
33 EH 13.83(10.38 = NR) | 14.46 (11.56 = NR) | 0.89 (0.44 % 1.82)
del17p 14.75 6.82 0.43 (0.13 % 1.40)
t(4;14) 12.55 8.90 0.82 (0.35 % 1.89)
t(14:16) 3.71 NR 3.26 (0.69 = 15.36)
121 3 +c 15.34 12.68 0.84 (0.39 % 1.81)
CrCl <40 mL/min 20.27 NR 1.32, p=0.660
CrCl 40~60 mL/min NR 12.58 0.69, p=0.211
CrCl >60 mL/min 15.34 12.68 0.71, p=0.053

TTINT ® i+ 4k, ?
ITT % 16.1 (13.9 & NR) 10.8 (9.8  13.4) | 0.66 (0.50 3 0.86)
<65 1534 (8.61 2 NR) [10.38(8.80 % 15.87)| 0.69 (0.46 & 1.03)
>65 & 18.23 (13.93 = NR) |11.73 (9.36 % 14.55)| 0.60 (0.42 % 0.86)
2Lk 35 %3 16.92 (14.03 = NR) |10.81(9.92 % 13.14)| 0.61 (0.44 % 0.84)
B3R 13.93 (8.54 = NR) |[13.14(7.23 % 16.89)| 0.75(0.47 & 1.21)
del17p 14.78 7.62 0.30 (0.12 % 0.75)
t(4;14) 14.13 12.25 0.76 (0.35 % 1.63)

44/99




113CDR03029_Xpovio(MM)

FoREL P #£32020#2% 18p

10 pc i % Xvd & Vd & HR/OR (95% CI)
t(14;16) 6.93 13.04 1.40 (0.47 = 4.20)
1921 # 4c 14.06 7.87 0.57 (0.33 % 1.01)
CrCl <40 mL/min NR 19.06 0.65, p=0.137
CrCl 40~60 mL/min NR 20.93 0.56, p=0.040
CrCl >60 mL/min 15.34 10.97 0.67, p=0.007

>VGPR, % (95% CI)
ITT % 44.6 (37.5 2 51.9) | 32.4(26.0 & 39.2) | 1.66 (1.1 % 2.5)
<65 f 46.5 34.7 1.64 (0.87 % 3.10)
>65 & 43.1 31.1 1.68 (0.99 = 2.86)
2t 55 48.8 33.6 1.89 (1.16 % 3.08)
I 33 R 36.4 29.7 1.35 (0.65 & 2.82)
CrCl <40 mL/min 38.1 26.9 1.67, p=0.210
CrCl 40~60 mL/min 48.6 27.3 2.52, p=0.053
CrCl >60 mL/min 44.6 35.0 1.49, p=0.053

REWFLAA w2 FEG AT IHFLER
4% 24 ¢ CI=f #f % & (confidence interval); DOR=F J& 4% 4 P& i (duration of response); CrCl=vp4 ﬁﬂ‘i"f
% t* (hazard ratio); ITT=/5% & + *# ¥ (intention to treat); NR=4* | i¥ (not
reached); ORR=% % » J& 7 (overall response rate); OR=25 & ' (odds ratio); OS=%F 48 75 i (overall survival);
PFS=#& % i* 75 /& # (progression-free survwal) TTNT=2 T - ;5% OpF [ (time to next treatment); TTR=3

# 4 F g ehpE R (time to response); XVd=4 # selinexor, bortezomib, dexamethasone; Vd=4 & bortezomib
dexamethasone; VGPR={% 47 t113% 4 & Jiz(very good partial response)

F (creatinine clearance); HR=J

(i) &4

BOSTON &5 &t o0 370 87 W) 4 47 2

44, 47-50]1% 15 3 i B % [32, 45, 46] -

AR A 0] A 45 2 = R A 9 5 % [31-33, 44-50]

KEFEEILH o AR 5 B [31,
¥ 3% L CD38 H Rt *2[33] 0 4

EREFER ot 4 o FHH 3 ﬂ;/m‘vx';é—?{ AL e KR W R T AL R E
PABRFINEITT %EL %7 PRELE S HARPEEF(FHX 21 3M:
K)o XVd 222 Vd 2 PFS B % A0 ¥ > 7 ¢ aFGO0S B% A3
HIE WIS B OS L o d WX EHEL NG IE 95%CIs xF 0 F S LR
(o4 S%RAIEER -

FoA4 s A SUSR L A2 R HEA A B B % [28-30, 37-43]

FAELp #£32020#27 18p (FF*5#3 202127
10 R 2 % XVd & vVd & HR/OR (95% CI)

PFS ¢ =4, (95% CI)

aa gL E S /Fc W $& ¥ selinexor-based = &
.‘ =S ‘_—-t @#\ Iﬂ.. % o

- Kz (7 XVd) s A & VdAp it aodp 5
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T p £32020# 2% 18p (Fr*s#£3 2021 #27)

IR % XVd & Vd & HR/OR (95% CI)
ITT * % 13.93 (11.73 2 NR) | 9.46 (8.11 % 10.78) |0.70 (0.53 % 0.93)
L E-C I PEY 21.0 10.7 0.62 (0.41 = 0.95)

FRX2I3R

11.76 (7.39 % NR)

9.43 (6.83 1 9.69)

0.70 (0.48 =

1.01)

* ¥ #% lenalidomide | 16.62(12.98 & NR) | 10.61 (8.44 = 15.41) | 0.66 (0.45 = 0.96)
# 3% lenalidomide 9.59(6.70 = NR) | 7.23(4.93 % 9.69) [0.63 (0.41 £ 0.97)
lenalidomide ;% 2 pc” 10.2 7.1 0.52 (0.31 % 0.88)
S E-T Y 29.5 9.7 0.29 (0.14 % 0.63)
* ¥ $ % bortezomib’ 29.5 9.7 0.35(0.18 % 0.68)
¥ 3% Pl 11.73 (7.95 % 15.21) | 9.43 (7.06 % 10.71) |0.78 (0.58 & 1.06)
IMiD 757 % bz 13.93 (6.70 = NR) | 8.44(5.78 = 9.56) |0.58 (0.38 = 0.88)
i3 e S 16.56 (9.59 = NR) | 9.43 (591 % 10.87) |0.55(0.34 = 0.90)
AEE T HE 13.24(10.18 = NR) | 9.56 (8.11 % 13.60) |0.72 (0.51 % 1.03)
OS ¢ i+#k, " (95% CI)

ITT %% A1) 25(23.5 2 NR) |0.84 (0.57 & 1.23)
L EC I PEY NR 32.8 0.91 (0.57 = 1.45)
FRL223R NR (20.44 = NR) | NR (24.84 = NR) NR

A % #& % lenalidomide NR (NR I NR) NR (24.97 2 NR) NR

# 3% lenalidomide NR (16.92 = NR) | 23.49 (23.49 % NR) NR
lenalidomide ;% % P NR NR 0.54 (0.25 3 1.20)
S E-T Y 26.7 18.6 0.53 (0.30 % 0.95)
¥ $% % bortezomib’ NR NR 0.56 (0.27 % 1.15)
¥ 3% PI NR (NR & NR) | 24.97(21.22 = NR) NR

IMiD 75 % B 21.39 (20.44 = NR) | 24.84 (23.49 = NR) NR

i3 4 NR (NR & NR) | 24.84(21.22 = NR) NR

A2 T NR (21.39  NR) | 24.97 (23.49 % NR) NR

ORR % % (95% CI)

ITT % 76.4 (69.8 & 82.2) | 62.3(553 % 68.9) | 1.96 (1.3 X 3.1)
B ag 185wk 80.8 (71.7 & 88.0) | 65.7(55.4 & 74.9) |2.20 (1.15 & 4.22)
BRL21I3R 71.9(61.8 % 80.6) | 59.3(49.4 = 68.6) |1.76 (0.98 % 3.16)
* ¥ % lenalidomide | 82.2(74.1 % 88.6) | 67.7(58.9 % 75.6) [2.20(1.21 % 4.00)
# 3% lenalidomide 67.5(55.9 % 77.8) | 53.2(41.5 % 64.7) |1.83(0.95 % 3.51)
* ¥ H% Pl 74.5(59.7 % 86.1) | 70.8(55.9 % 83.0) |1.20(0.49 % 2.97)
¥ 3% PI 77.0 (69.4 & 83.5) | 59.7(51.7 & 67.4) |2.26 (1.37 & 3.71)
IMiD 75 % B 68.9 (57.1 & 79.2) | 55.8(44.7 = 66.5) |1.76 (0.92 & 3.37)
i3 e M 81.6 (71.0 = 89.5) | 60.3(47.2 = 72.4) [2.91(1.35 % 6.29)
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FoRE P £32020# 2% 18p (frr*s#31 2021#27)

PSS RS B XVd & vd & HR/OR (95% CI)
AL IR we A 73.1(642 % 80.8) | 63.2(54.8 % 71.1) |1.58(0.93 % 2.69)

>VGPR % % (95% CI)
ITT &% 44.6 (37.5 % 51.9) | 32.4(26.0 % 39.2) | 1.66 (1.1 X 2.5)
Bag 185k 52.5(42.2 % 62.7) | 29.3(20.6 & 39.3) |2.67 (1.49 % 4.80)
BRL21I3R 36.5(26.9 % 46.9) | 352(26.2 % 45.0) |1.06 (0.60 % 1.88)
* ¥ # % lenalidomide | 50.0 (40.7 & 59.3) | 35.4(27.2 = 44.2) |1.83 (1.10 = 3.04)
# 3% lenalidomide 36.4(25.7 2 48.1) | 27.3(17.7 2 38.6) |1.52(0.77 % 3.02)
¥ #&% PI 53.2(38.1 & 67.9) | 41.7(27.6 & 56.8) |1.59(0.71 % 3.58)
¥ 3% Pl 41.9(33.8 & 50.3) | 29.6(22.6 & 37.3) [1.72 (1.07 % 2.75)
IMiD 757 % bz 432 (31.8 2 55.3) | 31.4(21.8 2 42.3) |1.66(0.87 % 3.18)
i3 4 46.1 (34.5 % 57.9) | 33.3(22.0 % 46.3) [1.71(0.86 % 3.41)
AEE T HE 43.7(34.6 3 53.1) | 31.9(24.4 % 40.2) [1.65(1.00 % 2.74)

T LTS 22 FMEJ S MFLE -

B 24 ¢ CI=R #f % & (confidence interval); HR=h *% 1" (hazard ratio); IMiD=# %
imide drug); ITT=/5% R + % ¥¥(intention to treat); NR=4& ¥

# & | (immunomodulatory

] i£ (not reached); ORR=% %8 ~ & & (overall response

rate); OR="% & 1" (0dds ratio); OS=# % 7+ /= (overall survival); PI=3-v [ 48 $~ |4 (proteasome inhibitor); PFS=
& & 1 7% 75 8 (progression-free survival);XVd=4£ # selinexor, bortezomib, dexamethasone; Vd=4£ # bortezomib,

dexamethasone VGPR={%4F ek &> & Jis(very good partial response)

(i) 4425 09 7 ¥ 5% M) R 2 = %3 A 49 5 % [34, 51]

&- 4+ Boston ;&5 B 50

FT AR BT G R R R s B
EEN R IR ’;::;;

B eds o PR 48 K

CEHERERY T XV 2 g o

<r
PR

X~

LA £ 2

43
"% 4 selinexor | & & _;i Ty preny fL ¥

2. % R H A 1734, 51]

y (X LAY

pe \'—’r—"TU“2~ v A

RS R Y SRR

A ) f

e AR HFRG T B % L E

2 EFA YA

£ 2534, 51]

e oedp ¥ MAEF(N=126) % ¥ <AL FN=69
RHRESICRFIFFRER Y 28R 34.5 20.0
PFS if BipE iy v = i, ? 14.1 10.6

PFS ¥ 4, 7 (95% CI)

16.6 (12.9 1 NE)

9.2 (6.8 % 15.5)

ORR X % (95% CI) 81.7(73.9 & 88.1) 66.7 (543 % 77.6)
>VGPR 2 % (95% CI) 51.6 (42.5 % 60.6) 31.9(21.2 & 44.2)
DOR * i=#," (95% CI) NR (13.8 2 NE) 12.0 (8.3 X NE)
TTNT ¥ ik, ? 22.6 (14.6 1 NE) 10.5 (6.3 & 18.2)

¥ 8B 24 ¢ CI=8 # % [ (confidence interval); DOR=F Ji 4% 4 P ¥ (duration of response); NE=4& ;% :® 7 (not
evaluable); NR=4 F|iZ (not reached); ORR=# % & J& & (overall response rate); PFS=#& % it 5 /% #F (progression-
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free survival); TINT=3 T - 3 ;o % 7 PF fF (time to next treatment); XVd= & & selinexor, bortezomib,
dexamethasone; VGPR={% 4% #112% & & Ji(very good partial response)

(d) = L4175 5[26]

REhE PSR TR 52020220 8p oA EREY L334
B TEAEs (iZ— 23 5210%) 5o P M7 g~ o ~ WL ERY -
b XVd mwlaE 4 Frega Vd e 29 s 54 33 4 s KT
283 s TR G Fa?r’v’ﬂ'iiii" EXVdE2 4 (1%) infid o 14 (1%)
s E L A 1A (1%) %t oA VAdERF L AF A e ~ 1 A%
Ak 3 3 4 sv\,:g,ié 3 3] 10% s A AR~ R S MET
NGRS ZL A O p ra%waci_,ﬁwgﬂ Mo ST 24 F A XVd E
FEWVA E S ZR AN 4% oA BFE 2P LSRR L - 0 AL Bk
A GHRAE A F 25 XVd 2P R K Vd & (62 [32%)] vs. 96 [47%)] 5 OR
0.52 [95% C10.34 % 0.79], p=0.0010)

B 23 #(serious adverse events, SAE )= & > & XVd 25 101 % (52% )’
Vdies 77 % (38% ) 2 » L L ¥ LehSAE (A 2% 5 12%): 2 ¥ &
WRr = a4 F s epd (XVd e 12 4 [6%] vs Vd 2 11 4[5%])0 ¥ oo
XVd e b g A 0A 5 4 A Bt Gl Vd 28 (135 4 [69%] vs. 119 4 [58%]) » it
—H A FRXVAdEF S 112 & ERER L ﬁvﬂ)%*ﬁ\_@ R
et wm c XVd 2P ER VA 25 (4%vs. 1%) > @ XVd 23 4 pex
2 AARBHPRER IS PRy E Ty 58 #*“f“‘”f}fixpé‘ +
A ¥ PTa fi’?i Ti’wli: A BT ARG PRELR

XVd &3 41 (21%) A%+ % Vd 2§ 32 (16%) * J5 * F1 i TEAEs @ %
W ERER SR 5 XVd etk ok sk a o HBPERF L 194 = (IQR 100 1 332)
Vd epl i 184 % (106 3 276)° XVd /e ikt R FE 5§ Lk Fl i % 4 5
% (5%)\:&#; (4%)\ s (3%) s vRek (2%)~ &4 845 (2%)~ & /] 7 %
T (2%);Vd =R G A ‘(«‘@%(7%) R S L B ST EA
XVd 2% 19 4 (46%) A% 70%k > @ Vd 2083 16 £ (50%) e

# L - ~ BOSTON #5% % > 1+ #ichpdg € [26]

T XVd & (N=195) Vd & (N=204)"

T 1 #(%) -85l | 3248 | EZ-%88 | 3345
&) TR 117 (60%) | 77(39%) | 5527%) | 35(17%)
P 71 36%) | 31(16%) | 47(23%) | 20(10%)
Y MG w KT | 29 (15%) 17 (9%) 12 (6%) 7 (3%)
B % 82 (42%) | 26(13%) | 37(18%) 2 (1%)
o 98 (50%) 15 (8%) 20 (10%) 0
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i 63 (32%) 12 (6%) 51 (25%) 1 (<1%)
B A o 63 (32%) 9 (5%) 96 (47%) 18 (9%)
EREE T 69 (35%) 7 (4%) 11 (5%) 0
E R 51 (26%) 4 (2%) 25 (12%) 2 (1%)
R 48 (25%) 16 (8%) 27 (13%) 9 (4%)
g 35(18%) | 24(12%) | 34(17%) | 21(10%)
N 42 (22%) 17 (9%) 13 (6%) 3 (1%)
Fek 40 (21%) 8 (4%) 9 (4%) 0
P - 24 (12%) 3 (2%) 20 (10%) 1 (<1%)
FerE g 35 (18%) 5 (3%) 30 (15%) 1 (<1%)
*¢3w~¢ﬁwpkxﬁw$%&¢mm% RO B R EEHELA AR S
P e s amERS T E 3 EQU) walu*(l%)»mw

i
§

21N

FABEBSHEE 3 20%F LR ] EE<I%) P -
7 % % Medical Dictionary for Regulatory Activities (MedDRA) 3%
neuropathies, NEC)” °

21N

“% @4 5 % (peripheral

() # %484 % (PROs) [27,36]

o
SR

BOSTON :# % 4 $tp5 * Femfe & " B R Ie RS

( European Organization for Research and Treatment of Cancer, EORTC ) #7% & e
30 58 P B 4 e S e B % P (Quality of Life Questionnaire Core 30, QLQ-
C30) 14 2 3= 5 A 410 514 eh% #4955 % (Chemotherapy Induced Peripheral

Neuropathy, CIPN ) 47 B s % £2 7 & '24]  EORTC QLQ-CIPN20°<°F? %

TRy e

P RS
’ ‘I‘]\Z' =

Sdod Lo oo A 2 o XVd eApiot Vd e {0 anaef 2 B R AR B e i

EErF VAR g B EME S B A biﬁ’fo‘}f'lﬁﬁ# °

F 2 s A D% 106 % 2 5 A 4R % % (27, 36]

6 XVd £ (N=191) | Vd 2(N=197) | _ L EOS%CD) | p i

B T3 A KT I0% I (SE)

QLQ-CIPN20
BT 1.59 (1.312) 6.93 (1.265) | —5.34(-8.39 & —2.29) |<0.001
e p 3 3.07 (1.247) 4.88(1.203) | —1.81(-4.72 1 1.10) | 0.223
poEA g 12.39 (1.815) | 7.40 (1.746) 4.99(0.73 £ 9.25) | 0.022

QLQ-C30

%mecww%;
s i

i

[T

# (motor > 8 %% ) ~
Ar B EHEL -

S AR E
¥ -Ei i R R R A
ERFAABAR GE
CW@Qcmmo%wﬁfw%wa\%éﬁ

2Iﬁﬂﬁ&@:

s 2 ne e
S ERATE Ry

pEH g

~ (autonomic > 3 %8 ) = A

4 32 # it (physical function) ~ & ¢ # it (role function)

T TN R

TR
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R AN A
%i%wg%%*#aﬁ#; 0% 100 4

A B H IR AR P 5114%9:&#@5&@

A% (sensory > 9 4% ) ~
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7 —4.40 (1.994) | 2.18(1.928) | —6.58 (~11.36 % —1.80) | 0.007
R ET —3.37(1.671) | —5.59(1.612) | 2.22(-1.66 = 6.11) | 0.262
£ —9.03 (2.284) | —7.09 (2.213) | —1.93(-7.38 % 3.52) | 0.487
EEREGER R AL | —3.45(1.614) | —3.13(1.544) | —0.32(—4.15 % 3.50) | 0.868

%106 % 573 B X R4 R (XVd Zicyele 4 &2 Vd Zicycle 6) o 53t sV £ 470
£ 8 £ #73] (mixed effects repeat measure models ) o

M5B 2 AF ¢ CIPN=1 s 3142 ch % i 49 5 5 % (chemotherapy induced peripheral neuropathy); QLQ-
C30=30 7 P M 2 7% & F o B % (Quality of Life Questionnaire Core 30); SE=1% 2% 3% X (standard
error); XVd=4& # selinexor, bortezomib, dexamethasone; Vd=4£ # bortezomib, dexamethasone

B. ¥ e ff e g e b 2 46[17-19, 52]

(a) Network Meta-Analysis of Once Weekly Selinexor-Bortezomib-Dexamethasone
in Previously Treated Multiple Myeloma ( Dolph et. al.) [17]
L Fix

PURRRILE SRR E AT VA IFL X FHEE (unanchor) » #-2 3% 3
Pl K E MR A A SRR 28R R F 3R INR 2 S0OR
FHoorHpoa ] };D‘?"ﬁiﬂﬁoﬁ}}iamﬁﬁﬁp’“ s R XVAd B H 6 o2 iy 2 M
SRR H 3 BV sk = ¥ adp ik o (PFS~ OS 2 ORR) 12 SUCRA &
(surface under the cumulative ranking curve) # % o *F 3 i¥ i AP AT O F

—‘ﬁ e T’F—‘ﬁ ¥ = % Karyopharm Therapeutics °

L &% %%

4

Mﬁﬁ LR Rk M:%f%%' QISP EY) S ES #B%’Eﬂ“‘" FEoHA
PFS £ A » 24 JEA 7 4F3t 5 OS £ 50 » 2235 F % S ORR 2 50 » 27T AT © o
% 301 359 0 XVd ¥ Vd 4p it e PFS e 3-8 (HR 0.74595% C10.50 2 1.08)
B24 Bishle s By 12w 11 &g Xvdpre gt P EELR XV
108 53+ @& (HR 0.95; 95% CI0.56 & 1.60) # 22 z@np/% IR A U D I
10 L e XVd fprt m it P EF LR S XVAd 9 ORR 3t iE (RR 1.15
95%CI1.00 & 1.70) %25 Binf e s @ £ 25 8w 7 & M XVd 4pt & st
tEFLR

BT ESET U b BR L REEFETREF T P - ﬁtgé%
o~ otk A i 0 - BOSTON 2% 108 TR A S H -7 7 F R Fiehh 31
Vg N R AL E AT AR L 4k TR KR L B T RER R

mv

ddd pPES % 11 % i& A 5% DKd~DRd~FVd~DVd -~ VenVd ~ Kd ~ NRd ~ PVd ~ EPd ~ EVd ~ ERd -

ce OS w 10 %% % %2 DVd~NRd - DKd ~ ERd ~ KRd ~ EPd ~ Kd ~ SPd ~ Rd ~ £ & vorinostat
bortezomib -

fff ORR # 7 %“i& % 32 PVd ~DVd ~ DKd ~ DRd ~ VenVd ~ PVd ~ Kd -
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B AR ML AR I R AR 2RSS S T R B XV
LA e X oR e d F I AR TRk e R RIS ST o

w“

(b) Treatment of relapsed/refractory multiple myeloma in the bortezomib and
lenalidomide era: a systematic review and network meta-analysis ( Arcuri et. al. )
[18]

L Fi®

L v;’% foriE2 T AEREISR 0 6 4 0% 4 lenalidomide & bortezomib ( H
sk EHGEHMPE) TRk ST EHE 18 7 - %7 L BEXK
lenalidomide £2 bortezomib 2. »zip § » (T2 BB RERALE S 17hE FHR 2
HP »6I8EHk N lenahdom1de €5 %P 2 5 9 78 12 bortezomib ¥ 5 ¥+PB % o %‘;

W\F’“’l] Pscoreggg;}'ﬂ:;’ ) lf—ﬁ%ﬂg LLI’J”_{H_*E_A i:rlglfgjv ’773;11 |I]EJ? ;’_ i‘rr

L &% %%

i

P2 )’% & PFS % % 2 & »daratumumab = & - 2 & 5 &4 ¢ 7o selinexor
b 15 fRE g P-score k2% 95 OS e % P &g ¢ isatuximab ~ daratumumab
% liposomal doxorubicin 7% JLfid+ » H =t 5 carfilzomib -~ elotuzumab fr3 | &
it Fr o elinexor f 15 f@f i § » P-score £ % % 8 ©

PRET R ZRBRAGEEF AR TR R TR SRR N
OS; # =t » % #-lenalidomide % z # % i> £2 bortezomib & A # R i 4f 5 Ap I
o FRLAFATRERHRE A AFUTRZBER 52 PRERRSAS
ﬂﬁ% A m &S ER I SRR ARG 0 BT ETR I XV

A e FR IR F L WL AR gy B e

o

(¢) Treatment of Lenalidomide Exposed or Refractory Multiple Myeloma: Network
Meta-Analysis of Lenalidomide-Sparing Regimens ( Botta et. al. ) [19]

L xR

g }F*J% o~ 8 02 lenalidomide i & 0 {8 4% 7 4825 lenalidomide-based i
K (DKd-~DVd-~Kd-~PVd~SKd~Vd-XVd) 563 51 FEFH > 17FG 0k
2 BenPFS 3o 471 B 5 S35 R 2 2 £ i netmeta™ > 12 P-score ¢ % -

we Poscore 1% % — fERE B H W R E AHERALR 0 FF O] 1A 0 A BARF £ AR BH ©
IV fv fE4%F > 5 Frequentist Methods # &5 e 5% > g gk b X 3 235 6o SUCRA & -
hhh 27 % 2 4% * Frequentist Lu and Ades model (Frequentist Methods ) °
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B3R 8 s 4 NG 45% 5 8 2 SR (RAF AR A AF ) £ 1615
A H @ 984 A i = lenalidomide Jpf 4 BT e A 1745 % K«.E-T: » & %502 lenalidomide
io% % ¢ PFS %% 11 DKd~DVd 2 SKd % R it - ¥ lﬁ*“ Kd~PVd - Vd
12 if XVd (R E 5B F ) 5 * lenalidomide 75 % % pe¥ i ™ BE T AR e A g o

PTG L ERA E G R D AP kS v AT AT
Popz o R HETREE T HAAY A E L PER AR S
L FeE (W2 A JIEBR ) AF2305 0 AL R KXV 24w
SRR IR I F AL R Ry 7 B e

(d) Comparative efficacy of novel-drugs combined therapeutic regimens on
relapsed/refractory multiple myeloma: a network meta-analysis[52]
L FPix

g2 )’§J< fre KR F A S B i E (7 lenalidomide ~
pomalidomide - carfilzomib ~ ixazomib ~ vorinostat ~ panobinostat ~ elotuzumab -
daratumumab -~ isatuximab -~ selinexor # venetoclax = 4 ) & {7\ 0 £ o~ 22 38
FIVIEP 32 £ 13 47 g2 » 3= 5%k 2 BP9 ORR 4 3L » ¥ 2 SUCRA &4+

T IEH FPyPaEtEwfe s TgiEzmflFHR -

L &5 %%

4

/37 %% % BT > daratumumab-{v isatuximab-based = & - i *t ORR % R
B {8k B 5 carfilzomib ~ elotuzumab - venetoclax ~ selinexor ~ ixazomib ~

vorinostat ~ pomalidomide - panobinostat - lenalidomide

PRGN LM LG A R FEAA TR R - AR
SR E 0 R hxm—éﬂ%/zmom@#%ﬂ ' 2 ERORR 23R -
ARPLING o LT ETREXVA AA T ¢ BNk 5 B AR TRk #

gt g Ed T e

i iF & #74e 1 1 (1) dexamethasone ; (2) bortezomib : V(d); (3) lenalidomide : Rd;; (4) pomalidomide :
P(V)d ; (5) carfilzomib : K(R)d ; (6) ixazomib : NRd ; (7) vorinostat : & ¥ vorinostat, bortezomib ;
(8) panobinostat : FVd ; (9) elotuzumab : ERd ~ EPd 2 EVd ; (10) daratumumab : DVd ~ DKd ~
DRd % DPd ; (11) isatuximab : SKd # SPd ; (12) selinexor : XVd ; (13) venetoclax : VenVd -
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ERFEREAAFESEL XV T AT BB 2R
FHAPMESERL X RE2ABEREEHY oy - X 61

Ho g 3 40 B T AL @ 32 BOSTON 355 722 & 2424 45 % % [26] ~
L AR R [27] 2 9 K SR HE A AT T [27-31, 33, 34,50, 51] 0 1 E 2 F ekt
AITFE LT, 19] > A Y o A RApRE 2 v phendp B E BEY 2 vk o gt
Fh A e
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A= ;ﬁ‘ﬁ Z2R %~ % % 5 selinexor >t T ¥ bortezomib % dexamethasone
CRAR R ST X SRR b SE R SR i ¢ e R A

WHFT RREOR T EHELF o L - HUEE 4 8 @'f;wm Lo gt
HAkpE%EE > 24 NCONIZ ESMO™Gapdnsl » v 2Rk 22 EF el
a2 s 3 st A ¥ lenalidomide 75 % Bz e 4 F-v fs B8 e 4| & AR

(sensitive) | g EinpEH2 - o

XVd 2 223k P Hh%E > BRop A v AR RE SRR
TARTEHE2Z B IR 5K 7 Ke)d -~ P(e)d 2 NRd -

(=) i Q%@‘ﬁiﬁ’f—r @ t*‘ o2 W aE

‘e £+ CADTH ~ /2 PBAC 2 2 RINICE % ¢ 2R r%EZR 0L L H
selinexor, bortezomib, dexamethasone (XVd) ¥ & % 3 4 g = # 5 4
BoONBRFLERZ B HAKEE -

1. CADTH &2 & F sk D afp bl 5%
P(V)d ~ V(c)d ~ Rd ; PBAC B4 214 B %
VA NICE ¢ % 2 %3 55 Kd- % NRdA~FVd- = B ¥ 05
BOSTON :#5 i * «h¥tpe 5 Vd T 2L & 3§ 7 ;@ R AR R XVd A A
Bad P BRI 2 M APFS 2 OS ¥ AT HFLE et % L7
rS )ii *FE T o
2. LdiEEr>m o CADTHZ R\ EAw 3 P /X i@lﬁf_iéf}%ﬁ ) ,Ezifilﬁi
?;' i’* v 2 XVd i R RAE & FengF it % PBAC miEik
KO SRR ﬁé/r}%‘—‘ﬁ v A% selinexor Jpo R HF R A F I E T
L, o fw, R EFFRY Fe R B NICE ek XVd "% »r 45 < i 1
s o £ daratumumab v lenalidomide i % Rz > 2 5 4 A WX E 2
Ry o T lenalidomide s 2 P> ¥ B R R B ERRE7TOUTIOR S

e

¢ 42 DRd~DVd~K(c)d~KRd~
4 ERd ~ K(R)d ~ Pd ~ PVd fr

el %’3

E 4
kJ

B F
?}"‘:’r‘%

?w

=
/—ﬂ c\‘\ﬁ\

WHae Mgt 11 38sA 2 lenalidomide i & % pe | ehF /5% ¢ 45 DVd ~ DKd ~ SKd ~
PVd: 122 2% % % KPd ~ EPd % » 320 %457 o

Mg ot T8 34 2 o 4 4 lenalidomide 75 £ Pe it $ Fd pRRgdr 41 A AR i0in
# ¢ #£:9DVd ~ DKd ~ SKd ~ SPd ~ VenVd » 12 2 DPd ~ EPd % » 3£ 2 ék= o
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(2) AR $HTRA ROEH % 21
1. BOSTON #5

BOSTON :#& 5 » E X2 > 1 3 3 ;5% 2 RRMM IR XVvd( 195
L) 2 Vd (207 4 ) hfRakrtE o £ 3 2021 & 2 P 2 gy o A48 & Roondp ik
PFS > XVd 2en? 3R 5 1323 »Vde i 95 % * »HR 5 0.71 (95%CI
0.54 3 0.93, p=0.0064) - £-$F=1 & f >zdp - ORR > XVd =i % g Vd &
(769%Vs 63.3%) > OR % 1.94 (95% CI1.25% 3.03); 0S &% > & » XVd &=
23> Vd e 0S¥ ixfch %5367 B2 327F e BAE gL R
FPAZEF KB e m A AR D % &% PFS~0S -~ ORR % x:}ﬁ’fﬂ )
SR A b ITT %3400 ABLRTIP A% L £ 8 o

ZFrPS G s eFERF L (210%) (73 1 4% TEAEs % w /| £ 47T & ~

o S R > XVd e d 30 Vde- e 2 AR iEe 0K

SRS ETE SRR L 8 PR R P T 2

FAF 2R o XVded g Vded b 4% p A FEE RS 6 0 XVd mipdot

Vd 23 { Pene BB R GARM ik o Rir g B p B G A M2 R
1

@194 00 J % BOSTON iéshih » chié k@ o i 264 Skt £
AEZEZRPERFE S PHBE VY AARLAFRELSHE S 3R K 2 £8
e FI TR L AR RO R Bt bR kR 2 2 G Lo

2. RRALAPREREVRES

Dolphet.al.2 7 3 #* Vd (T3 X R 2 > £ 5 #4585y 2 &0
zgg PR E IR e LT REIE A + % 3 &Lt PFS e OS
Lo dek’f!w;p%‘.ﬁbaﬂf«?#éﬁi”’km’ﬁ TrE G E ST UIEILR
fg‘ F"’ziiﬁ* LY Z iR ' ~BOSTON 2% OS Ffla A = 31 % 5 2 vy
= XVd ’ér_i CRL DI WREL RS Rk EST o

\mk

(=) F 5 h

AEE AT RN TR B A R PR AR e
NS EL R LT

1. ﬁfaﬂ’:}?a" B %8 (Myeloma Canada ) /£_2021 # 1 * % 2022 # 1 ? B4R+
FEONRE R AR L AR ST RN g R TR
AL~ Ed i 4 ol SR RERiEs €& o3 VAdin R e 4 &7 $k &
»ﬂ,‘gj—fmﬁ,» BRI 2P X7 7 ARapisr & T %F/)?‘i""’)i'f“'?i °
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HIRTDio R o B AW E T U A i 2 BRI F T 2V iy
Fleog % (Gldogt % ~vRek ~ RF F ) M2 7 2 FE R DRAEBG
T R R R R D F R IRATO T MR LR R

PBAC # & 7| g % B4 R L (Myeloma Australia ~ Leukaemia Foundation -
Myeloma Australia's Medical and Scientific Advisory Group ) % 7+ > 134
BOSTON gk 325 > XVd ¥ 3 % icf F o2 5 ° % A4 Sp %t 6 0 $
RENRISE I FEI R A T AR ER DT A RER -
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‘*

( )ikviaﬁ#%ﬂ @P\ﬁiﬁg‘_@;\éﬁ]‘;ﬂ%

ERELAPHIILHERENRAN L EF R

REREZTHRF RGO AR F R TR L RFL S CRD/INAHTA/
Cochrane/PubMed/Embase #p B < }gk B R B ?5 B LR f‘“i‘:\d; i %
Z B ﬁ*iiﬁ:éﬁﬂ%ﬁé% .

iﬂ%iQ&%CMHmmDMbHMC£NEEi%%ﬁﬁg%ﬁg;g

% ik HE
iﬁ?g%?fODR 30022 # 88 A o

PBAC (;#+) 2021 & 7% ~2022# 3% ~2022 & 11 % o2 o
NICE (# &) 2024 & 570 15p o2 o

Hoo Fhp#EeEn | SMC (REF) FhPHTRFL - 22024 #5715
R Plagad2mRmEL

w3 ﬁﬁii CRD/INAHTA/Cochrane/PubMed/Embase e3¢ % % o
ERFRELTH  ERERE2F S AREFTT 2R

ix ! CRD % Centre for Reviews and Dissemination, University of York, England. m‘{ﬁ =3

INAHTA % International Network of Agencies for Health Technology Assessment BEs] g oo

1. CADTH/pCODR (4t £+ ) [15]

CADTH ** 2022 # 8 * # # - fja\;‘d"—f:; w2 EFF 4L B € (pCODR expert
review committee, pERC)iE 3% 3 i i+ % i selinexor ¥ bortezomib,dexamethasone
HE XV gL ELI 1Akl dEF gy 2 g 4 eCADTHRL 5 XVd
VAL ARBEL  TRECIRISFER 0 LT 2 E R A0 B s s
FE R RV RCARBEN L B ROT RAEE U ERA AE Y
23 B3RP 139 CADTH £ 74 475 % > & 50,000 *c ﬁl"5‘/QALY gained
SR i R E T » selinexor F % % 93%4 ¥ # XVd & FoRARAE e ptth s d T
RV = SEID A RIS RIC I EREY .~£€«“’a‘%l—%%ﬁ‘* PTRAEE
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XVd i $27 B I H B n s & o

P 2 - i As* 4 47 (cost-utility analysis, CUA)> P &35 3 5 & & X if
I VAR B RS E o L0 A e B XVdo e ¢ 4 VA(F

#  bortezomib, dexamethasone) -~ PVd ( & & pomalidomide, bortezomib,

dexamethasone )~Kcd( & # carfilzomib, cyclophosphamide, dexamethasone )~Kd( &

& carfilzomib, dexamethasone) ~ Vcd( & # cyclophosphamide, bortezomib,

dexamethasone) ~ DVd ( & # daratumumab, bortezomib, dexamethasone ) ~ DRA( &

&  daratumumab, lenalidomide, dexamethasone) ~ Rd( & & lenalidomide

dexamethasone) ~ KRd( & & carfilzomib, lenalidomide, dexamethasone) % # & ;5 5
(B 5Faitinkies 2 Tiah i) F71 &* &~ 25 % # 73] (partitioned survival
model, PSM) » & $7Hp FF 3k T_20 & » M4 £ & 2 X =% 7 TOEREREH ’%’f’ j(Canadian
publicly funded health care payer) 5 #= 1% BLEL o “'] ?eni & 23k p BOSTON
Tk 3% 2 4 %50 E & 17 (network meta-analysis, NMA) °

CADTH 25 R #2 2 % ok (264 1T &1 24

(1) d »ap 2 8 X 3o 44 BehE B RERE RFREDNMA 5 28 &3 52
T4 > XVd & PFS ~OS crfp o 7c 8 5 3 R 7 /2t o

(2) XVdAp#t VA 2.3 7 e OS 4 & & % /E i B2 A B0 500 XVd
AT VA ¥ i 4 0.86 B A & > 2 A i 4k BOSTON @2k g 5972 4F o ¥
b2 FER MR P N E B s ik cn gl L REE o

(B) A B E L 2 IR HER SR OS)FF B » WAl £ 0 2170
BEFAALERES CADTH (747 - K o

(4) CADTH #: iPipfk & 7dp IR B H* B Hio R B RAT 47 - K o

(5) #AIR-R L s R 5 & PFS &~ B %sr%a 7SR Sl M B 2 XVd
7@.@* PIARE SRR 2 A o CADTH 4p Ap ot B 6 0o R BE

AXVdEY mEhizESx > ME& XVd awd X sk i f o

(6) Tk ™ XVAdp# st Vd it B Ap M 4 & anipired L5 2t o
B RBHT AR R R R g T EREAF R Flp A
waREM R &Lﬁkﬁsmx’* B o

(7) 4p¥+#|E 58 & (Relative Dose Intensity, RDI)4& # 3t 7% iM% 2. & » 2R @ RDI
i - A s\d\ma#&j SV Az 2wt g d RDlen™ 20 23§ 0 H

LEI < B W E m}F‘a A o
8) Fp ﬁ_é&/w\ 175~ e A Jn 2 & (v @ 7 lenalidomide 7 DRd~Rd~KRd)
DAV RFNDR(F)NEZ Ko B pM sk e s > e SKA(E E

isatuximab, carfilzomib, dexamethasone) ~ SPd(& # isatuximab, pomalidomide,
dexamethasone) B * 3 » e ] o
(9) B He3lax £ 58 1E @ ¥R o J % hio % 4 3] (4o % lenalidomide Fuf & 4 )
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FHrE E VRS BTG XVd S AxF od LR E ALY 53
?m GAARE R T e AT ALY T L 4R OS hjdid
d %t CADTH & 7% Kt 284 '] » drid £ &kt flicdh ~ 1 875 % 3 OS
RN FE R s XVd B f = FE S Aty 0 CADTH Wi 454 XVd 4p 3¢
Vd i A E HFHE R A E AT 4T 0 ik bortezomib ¥~ B XVd £
Vd e 0S 48 ~ 3 % BOSTON 5% 0 PFS 535 ~PFS #2 OS % H 8 Lo #
(parametric distributions) s #5* BOSTON B it Btk e ™ &~ 0% F e
P~ B A BT RS 2R 0% o CADTH €474 1787 XVd 4
ot Vd i = & 2z F b E (Incremental cost effectiveness ratio, ICER)
10,884,623 ¢ % /QALY gained » F]% it "4 > p % B AL S 4E AL o ’ﬁ+—505000
e % /QALY gained «%f 1 B & - selinexor I * Z *% l% 93%4 ¥ i XVd & =
PRF o d WRFEHTES XVdpRH B o el Ll R F R
LA j\m& » XVd 17 B T IaR 5 M’* g2 57 ik i

2. PBAC (;&#)
PBACA %|%t2021 & 77 ~2022#37 ~2022&11" 2. €& °

(1) 2021&77 €% [20]

PBAC7 &3k i‘ selinexor#? bortezomib, dexamethasonei® * (XVd) * 35
Ve S i I e e i ;f;—, 41 ¥ bortezomib, dexamethasone & * (Xd °
A& S &)t XVd 3R A o 4 EPFS»c ¥ » 2 OSH & X34 7 gp1u f23f
s SEAGAl R B XVdip 4i‘f‘“Xdrﬂ i 0 ER MM GICERE » ¢t ¢t » PBAC:L &
XVd# carfilzomib, dexamethasone & * (Kd» =t & %3 &)z Bt i A L FH 7
% e XVdE Kdeg i = & 4 47 (cost minimization analysis, CMA)7 £ %% i}

e
B o

(2) 2022#37 ¢ 3% [21]

PBACT 7 2 iR e ' XVA* *0in i o 2 /o8 A FA] 5 3 10 % ks - 4p RGP

£ =i 4% BPFSegE b A 47 0 R PBAC;R: 3 XVAE Kdeng »c? 4 123 36 5 A (7

F| A A 4 5 -PBAC 35 MOSHcHR 7 7 & B ¥ XVAEXdip 1t B A & IRP AR E

A5 o Kdip$20Xd2 OSE P Efenecd o d 307 3 A4 @ P » PBACiR 3
XVd&KdiCMAZ £ %3 1§ & o

(3) 2022117 ¢ % [22]

PBACZE R e ' XVd* *+ 8 #2832 © s a2 /A7 A 5 F12F
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’?xtf‘*”flis"T#Fj»””;‘]@’ﬁ‘@z{i"”.«ﬂ%’rﬂ}*?& R EE SRR 0 RE
FEF i S TRk 2197 0 E 8 UXVAS XA I® 5 = ML a5k e &w* F1 &
TRk R RSB EE FRE I ENZREFFLTA - XVdip 3t Kdih3 5
MEF e fed WE- HFHRIT T HEF A ’i"ttiﬁgév’%’éifr;ﬁ » ¥ XVd
Hgg k) R s ZPBACE X % H ¥4 5k « PBAC:L 5 8 & {4 ehCMA &_
3T e JE X VAR KA 7 7 a7 mr 2 0 Fselinexor 4 1 i Té.ll TEATHR R
FICMA % A #5720 & » carfilzomibeis % 5 »cif 12 42 34 B carfilzomib# i i
PP ERES 0 XVAF AR L L F S Ao o

3. NICE (# &) [24]

NICE *t 2024 # 5 7 % - (3B 2E 0 B BHp7F £ & (commercial
arrangement)$% & 5T 5 1E 3R foift XVd i® AT S MR A 2SR
o Z W WHRRE- Ripf 0 ! B P daratumumab % lenalidomide & 3 4t &
o 2w RS ML 0 P # lenalidomide & § duid o

&4t e p7 ¥ daratumumab % lenalidomide £ # #‘HJF} * 5> Kd #.XVd &% - ;.
e R T Feem Bk = M5SR4 lenalidomide AT R F 'NRd & B2 5%
¥t lenalidomide £ 3 #rut_ﬂ ' FVA 0% B8 - XVAd > ki ® T8 VdiE(s
EHEVRRD VAd IR - s 2 RASKEIE 0 X % XVd AR - M
e PFS i3t Vd > I R 3% .‘:ﬁﬁlﬁ’*i |52 2%ty = ~ = A XVd 4pft Vd
F AR OSe ¥ XVd A% - ME KdApt ~ &% = 42 NRd & FVd 4p vt >
Py BEEo # %FT£¢L/wI§‘i+_ FSEOSTREMNF T HFAR Ra i
k25 7 BRAIET M - 2 A2xE 3w 0 % - M Kd 4pr ~ % = & FVd
At o XVd 20 & A3 F 531 i% A NICE 325 »F % R R X i & PRi+(National Health
Service, NHS)F i g * &= i&*’*’;ﬁ‘vﬁflﬂ\ ’atzi‘giﬂ{ji\ ;@ Ak = A NRd 4p e
XVd 2. = A2 F A2 NICE 325 & NHS Fihie * T 7 &< rﬂfﬂﬂ ) HAaE
He s -

Rl H 2L AR PSMo £ 2 BRERE D RARHE M (F %2
AR R)AREN 2 5 R RBER G L hie PFS~0S ~ &
R oo F&F'*(time on treatment)# %35 o T 4 ARCA P ek fE 5 oE ﬁ}?a% it
X #&-zﬁ FoORZMSRFRIPFZ IS E . BRED S 1 HHRFREZ
Bl 2R gHImARTHRILL ° H A o d i Kt B b & B3R (proportional
hazard assumption) * £ f € 3iu i PFS~OS~ B X o R B &7t
(independently fitted model) - @ &-¥+ %4 52 PFS 2 OS “h4i » oy /2 XVd ¢ &
P AET SRRV PGEF R L R R VAdY R AHL EifoF - o
MEXRETEISHELF 2R OS, B2 R €305 %= ~ 280K T A5 &
B XVdAp$»tH s 245 82 5 OS»E »wili i E 4k OS 2 KK {
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Eif o ¥ = o R &% BOSTON #5%2 {6 FiofgiE T4cig-L35 L 2 NHS %/
Zoip R EFTRE ‘léiiig FioR = A 5 5iE b IR 0] % (external assessment
group, EAG)Z 8t ~ % ¥ Tk 2 RA LE §RAH L R 5 A RISHF
ly.sﬁ—ir"},%:’\'j‘?[{ﬁ#ﬁkkrim'g‘& FPEORFRTAMFFAZTEF RS
PAFEFALF TEFRFBEXR r:]'?;ﬁﬂ’s}*i’—?‘ » PR gtk Ly 1 PRS e
ey o deselinexor wd B €30 U E 1 EHFL - 7 VE PR ERE
A o Bfd ) BiF Y BOSTON ifZedicdy ¥ ik o L B R i 2 s @ > &
15»;{7» EFEARICHES S hARY 3 2E 2 8dpa 5 L8 > EAG FH 4
% BOSTON &% #icyg e %7 o MBI 5 & B30 > oK B BBk i
z2e* g AR 3G EAGak TR i £ o

\\\Xr

LR €53 RRe ¥ 2 ICER E i 20,000 #43/QALY gained » EAG 3¢
Ak QALY(F 44 1 B QALY » & %4 4z:§ 30,000 #43) > e &5 = 287 NRd
tpvt > XVd 255 7 5 eniEH (QALY i & A ) o
4. H1is Psflg?;fi;‘}j;’l-; pﬁ%

(1) SMC (@)
3202457 150k hEApb L PR LTRSS 2L

5. RF FHEAM R

(1) 4852

(w

~3F 4 * >3 F CRD/INAHTA/Cochrane/PubMed/Embase T + 7 42 & 2

WP 4T

"1 3] PICOS s HO G52+ T40F 0 & KRS RATELH 2T 254
¥ (population) ~ ;5% > /# (intervention ) ~ % »T¥f P& & (comparator ) ~ 4 % B
2k (outcome) % F& 3 & > ;2 (study design) > H HF if 2 LI 4o @

Population multiple myeloma

Intervention selinexor

Comparator A KT

Outcome AT

Study design cost-consequence analysis, cost-benefit analysis,
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cost-effectiveness analysis, cost-utility analysis,

cost-minimization analysis, cost studies

& BB+ it 2. PICOS » % i1 CRD/INAHTA/Cochrane/PubMed/Embase % ~ }F*J% 7
ALE > 222024 & 47 25 p 0k o R FHOF 0 H0F LGRS o

2) 47 %%
ARLEE 2 R APM P F AR AT

Dolph % 4 [55]> 2021 # % 4 — 38 XVd * ** ¥ 2L Eioh 2 7 31T w5
FrR Ay c NEARPFELAF SRR A K3 XVd i
Rt s VAo HEAE T PSM o BRI R AAFE T RLIAH  BRARKEN
PARLAR BN A  ER T LS WL 1 A AR R A
E3%ﬁﬁW%ﬁ§ﬁéFP%£(B’%éBOMUN%&%%’$ﬁ@»§%\
HREFY 2 AFERILF Y A RFRF T CTRRAAMR T F Soer @k
BOSTON f/k 5% 2 © 4 & 2 ik < 477 % Bir XVd 4p43t Vd 7 ICER 3
475,430 % ~/QALY gained » ¥ T3 AT B A 717 HATIL S Bk s R
#cR o ICER 4 »% 396,551 & 556,825 % ~/QALY gained ; @ 34548 & Hac g &
A A5 50% > A E K ¢ gLIRIT 470,000 # ~/QALY gained » AR B A 75 %
2 AP ALY R R R R A TR XVd AP R
PVd- 2 KPd & )a B e QALY B i A > gt 2 T L2 }, 1&%’“5‘1’1%’?‘?
PRI EH o

Patel % 4 [56]%F 2021 # 4 4 — 7 XVd * v ¥ 8% — SUask 2 5 5 14 ke
Ja b S AR FRY o u‘i’miﬁﬂ;gﬂlf;’ﬁ%’ fix Rk i XVd o vt ik
VAo HEF BT AHA AL FEHER XVAdE Vdisk ~ &< DKd sk ~
EX Pdich B AEFRRKE - CFERHPRFIBL FHI TR > S 4
Aﬁ%uiﬁymﬂb@ﬁ&&&gé%&iﬁ&ﬁ%&%@%mﬁxga\
?ﬁﬁa‘:’**\%‘f'»i PRSLE G CRARFRF T TSR X ok Bk e
w42 }E& 3% 5% B XVdAp 3t Vd 0 ICER & 5 487,361 % m/QALY gained>
AR REE S 150,000 % ~/QALY gained T > XVd g3 Vd 2 2 7 it £ 3 = &

Gi}é o

6. Lé_‘?‘;%"%zi;tl Z s A FAY T

BRERE2 R FAREFT IR B LET I FRBEF DL
AL AR
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9.75. Carfilzomib (4= Kyprolis) : (109/2/1 ~ 112/4/1 ~ 113/4/1)
1. dexamethasone £ ¥ S § bortezomib 2 lenalidomide & fjs
E‘fwﬂ AL S B mE 2 AR R ¥R B(ECOG<2)2 BT
4 4t (CrCl 250 ml/minute) e 5 3 (4 F 8% = & B % o
2._,92’ isatuximab/dexamethasone & * > joy Lwn B d X 1 0 - ﬁﬁ bortezomib
lenalidomide 2 i vy 2 pech S FHFMH> A R F -2 F 5 2P ¥R
ik (ECOG<2) % - (113/4/1)
3. gEEw g AP afs R 1 (109/2/1 ~ 112/4/1)
()= ¥ 310 4 B Ae(F B AR S 43)5 "0 2 T e & 7 5| L& ILaig 2
(109/2/1 ~ 112/4/1)
LG Tz pop it g he i LB ie BT BB 2 S Y e
& - dpiF (2 % 5 plamacytoma #8f# 3 4c> & £ 372 2 chbone lesion(s)
£ A7 plasmacytoma > P| ¥ % 1 X&) ¢ (112/4/ )
L% % - s ® M component # & =5 g/dL > & i M F9 F 34 =1
g/dL ; &% - S5 ¢ M component £ i1 <5 g/dL > & i M 9 7
H# 4v =0.5g/dL -
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ii.Urine M-protein 3 3 v =0.2 gm/24Hr > ® % $am — H/of ¥ ok X EH
v =25% o
iii. 7= non-secretary myeloma I B F %{% ‘w2 (plasma cells)z ‘' ] %
BEH A =10% > ¥ F#w - SUSF P i MOER S =25% o
iv.ATA 4 fhbone lesion(s) e plasmacytoma ; £ Jf k3L 7 #wR o
v. Plasmacytoma %8 #% 3 4c =50% -
vi.k e e ’?’J\»ﬁm P2t 5 =20% ¢ chm Pz 3 ¥ & =2000 cells/pL °
ILA T 5] iE - Tk etk @ (112/4/1)
i.#74 2 ¢hbone lesion(s)#* plasmacytoma ; ¥ S HIL7 FEF
ii.Plasmacytoma % # 3 4c =50% o
iil. ® o 4F(corrected serum calcium > 11.0 mg/dL ¢ 2.75 mmol/L) °
iv. i o (Hemoglobin TR = 2egm/dL ¥ & H s b%' F1E L fEFR) o
VvEH i Eit(eGFR § TR =25%) P A H s RF)T UER o
I H 5 end-organ dysfunctions °
(2)f = ¥ 3P AL T paraprotein (M-protein) A F (WA 5 H{HES G F
= 8Tk ) 2 #3774 non-secretory type MM s 4 2 # &4 & plasma cell
SRORRIG P S HEFGF RS S RURE S TRy
Y Gk 3 B AR L
(3)F A %410 BRARE F o (109/2/1 ~ 112/4/1)
4. 2 # & H s F-v9 pF 4 ¥ 4] B (proteasome inhibitor) & £ £ B & H|
(immunomodulatory drugs) ¢ daratumumab & * °(109/2/1 ~112/4/1~113/4/1)
5,112 &# 3 % 31 p U e 3 % &2 BAoWEFRFAEPEL > RY I
A2 b (TR N0 BRA) fRFPEFLARFES S L - (112/4/1)

9.77. Ixazomib (4= Ninlaro) : (109/3/1 ~ 112/4/1)
1.2 lenalidomide * dexamethasone & % i # L% © %X 3 5 - fAisf L frL $
FRFMERHL 0 5P AT AFR -
(I3 7 5 4 (unfi) i+ 5 2 55
(2)% # < bortezomib ;5 4 pr > &G fkEwm F K fadﬂ % % carfizomib ;5
K2 Jp oo (109/3/1 ~ 112/4/1)
2RMEHFREFNF MK 0 RF S ARG, m”flﬁ@ﬂ#’m}}%‘ﬁ ( :F -
del (17p)~t (4;14)~t(14; 16)% 1g21 amplification % % ¢ %8 % i* j)
A ek PG ﬁ*—/‘»rﬁﬁ'—lﬁélgﬂ#j°
ZEEwF LAY 1 (109/3/1 ~ 112/4/1)
(1) do=c ¥ S 4 BRARL "0 2 FpEe & 5Le LS £ :(109/3/1~112/4/1)
L2 ol AR L R R 2 SRR ¢ s
& - dp1% (2% 5 plamacytoma #ff 34 > & L A74A 2 crbone lesion(s)

£\ A7 plasmacytoma > B % 1 k=) : (112/4/1)

- HsF P M component B M iE =5 g/dL o nF M v f’ﬁ?i\‘gﬁ4n>1
g/dL; F = — S ;5% ¢ M component B X5 <5 g/dL C M R 7
4 =0.5g/dL -

ii.Urine M-protein 7 3 4r =0.2 gm/24Hr » ¥ 7 #wv — S5 F P chd i (8 3

v =25% o
iii. & non-secretary myeloma Jj £ - %%{3}{‘ 'wm¥¢ (plasma cells)z. v“ ] .5 ¥+ &
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WA =10% > & 7w — 5K ¥ e K lsi‘éﬁt =25% -
iv.A7 A& 4 frbone lesion(s) e plasmacytoma ; * JfipE > 7 #HF e
v. Plasmacytoma 8 #% 3 4¢ =50%
Vi Rt 5] 220%20 Bt n 7z G $F i 22000 cells/ulL -
LA™ 7 iE - gk stk - (112/4/1)
L7472 4 fbone lesion(s) e plasmacytoma ; * Jf 55327 SER
ii. Plasmacytoma %84 3 4r =50% o
iil. ® o 4F(corrected serum calcium > 11.0 mg/dL 2 2.75 mmol/L) -
iv. § L(Hemoglobln TrEbg R = 2gm/dL F & H s R F]V L) o
v.EF i Bt (eGFR § T g R =25%) 0 X 2 H B R FV UfER o
vi. 132 5 end-organ dysfunctions °
(2) tbFF Y 4 BRAGFRAES 4 D) Y G R
paraprotein (M-protein) A + = (T4 7 HEH § F B 5 R LS HINA
non-secretory type MM 35 4 4 ¥ %tk & plasma cell & Frcikdp > = 7 84 2
* o ((109/3/1 ~ 112/4/1)
(B) A B2 112 BRI (109/3/1 ~ 112/4/1)
4. * lenalidomide *F > & %% 5.7 1§22 H ¢ F-v fis 48 Fr 4] H(proteasome inhibitor)
2 f 7 3 9| (immunomodulatory drugs) i * o (109/3/1 ~ 112/4/1)
5. 112 # 3 % 31 p 14w e ’f*"i’*‘i%" }?i}\ » 17 & iw%é’ﬁ'/ﬂw s & 3 Mf,?‘ﬁi
T (TEL 2B SR FFLABEN S L o (112/4/1)

9.78. Daratumumab(4r Darzalex) : (109/4/1 ~ 112/4/1 ~ 113/4/1)

1.2 bortezomib/dexamethasone 2 lenalidomide/dexamethasone & * » ;5% L@
X3 S- 7 bortezomib £ lenalidomide 2 i ioH & prein? |24
WA~ ARy DR G Ep YA REECOG<2)F -

2. FEE v % ?ﬁr*: At 1 (109/4/1 ~ 112/4/1)

(DF =¥ 35 10 850t = F e pr i &7 ZILE Lt & ¢ (109/4/1 ~ 112/4/1)
LE$ T5iE- f;;}% I &ﬁ;}ﬁﬁl : }};«1 BB b o A /P LA 2 S P an
& - 4pi% (2 % 5 plamacytoma ¥ 4# 3 4 > & £ A7A 2 ¢ bone lesion(s)
£ #7 plasmacytoma > R % F 1 X #=%) ! (112/4/1)
L# % - s ® M component B4 E =5 g/dL > & 75 M Fv F 34 =1
g/dL ; # % - S5 ¢ M component & i & <5 g/dL» & F M 9 3
H 4 20.5g/dL -
ii.Urine M-protein 3 v =0.2 gm/24Hr > ® % $ow — S5 % ¢ ek K E
v =225% o
iii. 7+ non-secretary myeloma I B F %{% ‘w2 (plasma cells)z ‘b ] % ¥
BH A =10% > 2 F 8 - Msk ¢ o naigﬁ =25% o
iv.ATA 4 frbone lesion(s) e plasmacytoma ; ¥ Jf kI r 7 -
v.Plasmacytoma % ## 3 4r =50% o
vi.k #a e ’jfsﬁm P2l ] =Z20% ¢ J‘f:m Pz 5§ ¥ & =2000 cells/pL °
LA™ 7 iz - fesk st @ (112/4/1)
1774 2 ¢hbone lesion(s) & plasmacytoma ; * JE 5 HIRYr B ER o
ii Plasmacytoma %8 ## 3 v =50%
iil. 8 = 47 (corrected serum calcium>11.0 mg/dL # 2.75 mmol/L) °
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iv. § & (Hemoglobin T *# t§ & = 2gm/dL * & H & h F]¥ 1 f2ff) o
vE#H i Eit(eGFR § T g R =25%) F A BB RFV UER o
vi. 1L H 5 end-organ dysfunctions °
()2 fs¥ FR 5 &= 4 f’xﬁ%lii » ¥ 3P 7R FE €_paraprotein (M-protein) A
(TR AHES G F S 5 ETRE) > 2 HIA non-secretory type MM 5 4
v % %5 4 plasmacell 5 Frsciady o = 7 2@ % o (109/4/1 ~ 112/4/1)

3.5 B A 82U 22 S BRI o (109/4/1 ~ 112/4/1)

4. “f lenalidomide # bortezomib ¢t - & % & 5.7 1722 H s Foo fr 48 e 4] H
(proteasome inhibitor) & % % ¥ & #&|(immunomodulatory drugs) & * o (109/4/1 ~
112/4/1)

5112 & 37 31 poushe g B2pt BRI DFAPRE Y 2 R/R
7?‘5'_““7(‘71”‘422««%/1) R HEFLAHEN L o (112/4/1)
6.Daratumumab &7 1satux1mab - F W E- R ",% FlELmt R h Lk s AT Y

His 7 IR (113/4/1)

9.108.Isatuximab(4 Sarclisa) : (113/4/1)

1.*2# carfilzomib/dexamethasone & * > ;o f L% § $&% 1 -> - #4 7 bortezomib &
lenalidomide 2_ % /2 /5% % paen 7 % M F B5 = A %—"‘Ff PP EE G A F R
# i (ECOG<2)%

2RGEDEFAPAEIS R Y
(Hf =¥ 3% 10 SR UTEN oz 2 - B | W21 B

LE3 TolE-ppmEtadpth: RLR "ﬁwrﬂ?‘ L 'E Wil 2R R

& - dp ¥k (2 % 5 plamacytoma Hf# 3 e - & ZATA 2

& AT plasmacytoma » B| ¥ F 1 =t &%) ¢

L& % - &isK? M component M iE=5g/dL > & i M v FH e =1
g/dL ; 7 — &5 ¢ M component & 14 & <5 g/dL > & i M kv F
i“a’ ‘e EOSg/dL °

ii.Urine M-protein 7 3 4r =0.2 gm/24Hr > ¥ 7 $aw — &5% ¥ 0B i (B3
v =25% ©

iii. & non-secretary myeloma J B %{Jf; ‘w2 (plasma cells)z +* &% %
BH A =10% > F Fw - S P ook OB H 4 =25% o

iv.i7 A 2 hbone lesion(s)# plasmacytoma ; ® 5 pHIL > B E R o

v.Plasmacytoma %8 ## 3 4 =50% o

vi.¥ # o e ﬂf\f.f‘:m’ff? W] =20% 2% iﬁ{fﬁmé & ¥ @ =2000 cells/pL °

LA™ 7] E - §fk -

1L.772 4 fbone lesion(s) e plasmacytoma ; ¥ Jf 55327 FER

ii.Plasmacytoma %8 £ 3 v =50%

iii. B = 4F (corrected serum calcium>11.0 mg/dL 2 2.75 mmol/L) °

iv. " & (Hemoglobin T "% t§ & = 2gm/dL * & H & R F]¥ M f2§]) -

v.E#H i E(eGFR § T tg R =25%) X 2 H s R F]V U2 o

Vi A3 H # end-organ dysfunctions °

()2 t5¢ R ZF = 4% %Jﬂ ¥ -pF & JF FE ¥_paraprotein (M-protein) A b = (¢
% 7T *if*;‘?-*«f" PoE OB S AR E) > & $I% 4 non-secretory type MM 5 4 14
%1 & plasmacell 5 Frrcirdy - > 7 BF ¥ o

3.& t‘:f}}is A R4 L 26 :'Kﬂis?l‘}i °
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4.%% carfilzomib o AxER FEH G Foo fFHE 4] & (proteasome inhibitor) £ £
% 2 & A (immunomodulatory drugs) & * o

5.Isatuximab ¥ daratumumab = —‘ﬁ ERTIE: ST ‘,% FlEmR h Lk s AT Y
i RAF)Y i o
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O R v

H R ’fx‘ijﬁ w2 (clonal bone marrow plasma cells)>10% > = & 825 F ¥ 2p & B 0H ;Ff; mPe R 0 1A T A iE - I &
TR ’ér_mij it BB O E T % P(end-organ damage)zE g 0 A 5] AL

1. B0 4F @ 2 454300 F B2 T 1 mg/dL (>0.25 mmol/L) & & ¥ E>11 mg/dL (>2.75 mmol/L)
2. B H A >R jﬁﬁﬁi“f <40 mL/min' & s F#fk fF> 2 mg/dL (>177 pmol/L)

3. Fa o d -% Bt F BTS20/l 2w § F <100 g/L

4. X TR &L T RUTE M1 B g

Tﬂﬁ—ﬁﬁiﬁ@%ﬁ%i#ﬁ%

L 5 R B3 2o 260%
2. # 2 (involved) 5 ] dedd s A oy 2 g dsdent 55>100
3. Prgak JRa >1 ko {05 (/] E>5 mm)

R o

8o

|: %
%
R
&
4

T
I
§

FERATE L3 H R BB e Jkr (flow cytometry ) ~ (immunohistochemistry ) ¢
e BN PIEN

Sl m.%f#%h‘jf:ﬁm”e LA 10% 0 B Z B4 ;: - et bk S i A 2 gk i e B e A o

B AER ATl R R B iR A T 0 W %k 0 Freelite Bk JE 17 g % o 2 PFALIE4R 1 >100 mg/L -
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Wik = ~ IMWG ) 2en % 3 1§ B R A 8P Lk sui2 NCCN ié-‘),%fiﬁ%l,%{ (R e LS B
4 #p | International Staging System (ISS) 2015 & 3 3718 &9 Revised-ISS (R-ISS)
[ | F PolcZk v <35mg/L 2 5 iFv F-v >3.5g/dL ISS %13 > 8 b 2w @B ¥ ¥ & 7F LDH<E ¥ gt 1
I | # &> ISS % 18 & 5 [y 7 >t R-ISS % 18 & % 111
oI | = ‘}7:‘4“ B2 M3k F-v >5.5 mg/L ISS $111¥ > Bh'bmie B @R ¥ Ao ’F LDH = * & § &+ *2
* & % B R & (highrisk) 2 5% b "% (standard risk) 5 dmre B HP ¥ R R =3 & $e(interphase fluorescence in situ hybridization, iFISH) » & k *& fm*e i§ @ £

¥ & 42 del(17p) 2 /&% t(4;14)% /&% ¢(14;16) » 4 %t 1@}@. SR Editt AR Gme BB F .
LDH=3"p "% & f~ (lactate dehydrogenase)

SRR E AR B ks F]F (P NCCN jpfrdpsl 2024 £ 5 3 9%)

R U SR LA AR <

e R-ISS % III#p

. %{Tt”} P ;}{%

© TR e *(circulating plasma cells)

o w2 @ B ¥ (cytogenetic abnormalities)

B del(1p32) o X ¥ '?{fﬁ? wmre Jfgtﬂfr"a‘_i}’f}ﬁ‘ Eis 2 E PN WRE o
W t(4;14) s BAAF MR BB I8 B P TR o
m t(14:16) o f5 P 1qH 4o /HEH /2 del(17p) TPS3 A F1R % -
m (14;20) | . PR AL A -

W del(17p)/17 %% ¢ %8 H %2 (monosomy 17)/ TP53 & F1 % %

B 1921 #i 4 (gain)/1q21 ## T (amplification)

B MYC # %] % i>(translocation)

° Bh'EATFIEAEFHK

A Y PR R SR e >5% .

TOH B 1Q21 H e ARH A ARG LB AR DR bR FT e

1q21=1 85.% 4 ® & & q21 =% ; del(1p32)= 1 5.4 ¢ B/BAF p32 =% 44 4 ;5 del(17p)=17 5L % ¢ RE@AF4A 2 5 (414 =4 5% & Meh— Mo 2 14543 42 =
t(14;16)=14 5.4 & R - R0 2 1654 & 40 5 =
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e~ IMWG §] s F iR

ol

F iR

Bz 2F
(stringent complete
response, sCR)

T 2 5 B(CR) TR 7 40
o L ¥ EHAlissaFLC) BT e
o 1 é’u‘J;’if‘:E’_f%‘& it 8 2¢ (IHC)t & ¥ Rkt A 3 H 25 . et (R>100 B jf: W 2T s kA BB

w5 <4:1 % >122)

K‘kaéﬁ:}?@ AL

%= > F B a
(complete response,
CR)*

° n /F FJ’\/;Q é’u I"] Lﬁ_, /77 (IFE)V\ I“} ‘fr’
o @it e B %2 B (soft tissue plasmacytomas) i £ ;5 v
e ¥ %zir; 114 % (bone marrow aspirates) 4 ‘%z <5%

PodF PR A F
(very good partial
response, VGPR)*

PSR M 5 L FE B 8 g5 R 8
o %M Fe6 ' 4290% 24 | A M 36 <100 mg

3 & K & (partial
response, PR)

o i F M Fd % M>50% 0 2 24 ) pE AR M B-d ' 14290% £ iE $]<200mg ;

© FRZWPILFERRM B 0 F RN fr # 2 S FLC kR AR £>50% > M A% M Fod 2 508 ; F@i2ie
(o~ Akie M 36 2 & F FLC HRiR] > R 2k 30 F 3 fmse | 400 230%2 T 0 Hin e 3 5 250% » 10 i
M F-v 2 -3 o

© R ARE2 b F A A IR e R 0 0 P g I e e 5 % ] (SPD) iR 0 250% <

B | ¥ J& (minimal
response, MR)

o i FM 3 etE AT 25%3 49% 0 T 24 Jfﬁﬁl/,zM;}‘»w R 50%_1 89% o
© R EERRL G Fa Al DR ym”eﬁ‘"’ﬁ b @ g 2% B [ (SPD)F > 250% -

P i & L (stable
disease, SD)

FERITLE Tedpth 3 Ao efE L B 47546 1 Mg & 1 PE Y (time-to-progression) fe 3+ & %k 45 it o
e 7 £ sCR~CR~VGPR -~ PR MR & 5 ik I L mﬁ—r&

AT
(progressive

BAT I BN SRR
o AT E- FAREY 5 M E iy 4 25%

CRIFBERA % %8358 (overall survival ) Z
2016 # 3 FehE RAREATH S A TFIH R BE PR
= H *f F]T A (next-generation sequencing, NGS) % { % &ren

WEEAPH > 2 TR B 2 E 2 R R hEc | A4 (minimal residual disease, MRD) #:5 » F]0 IMWG
¥ R & prsds & (allele-specific oligonucleotide-quantitative polymerase chain reaction, ASO qPCR) Fr

72 %R MRD o
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LR T ) F R

disease, PD) * & M Fd A HELE>05g/dL) 5 B MM F-v >5 g/dL v Bl i M Fv A 4e>1 g/dL 5
o ki M v ( ig dven’g 418 2 JE>200 mg/24 h) ;

o A EHRPa T ’F % f]’\/xi’ M F-v /}Efim)ﬁi AW s R fek 2 e FLC /}Efiﬁﬁ A (B 4e 93 $F 2>10 mg/dL) ;
L4 l’f—}_,li/i /é 1E: ]”l‘_ﬂ_ /F > fj’\“i M }F] % _u_ FLC ’Fﬁ/? m}?—} Ad 'E‘ %&ijﬁ ¥ /4.7\ L (i‘a 4 m ?i’ I_E’_N/S 3?—210% ’ —éi"‘gp
A )

[
T

IR,%‘rJﬁs 3t >1 Tl%:}fia"»iﬁﬂ SPD #. i i 3 4r >50% » & £ @ E2dh>1 cm r'v’ﬂ'}fia""r 2 i T 4}_&@5 4e>50% ;
% 198 4 4 ¥ (circulating plasma cells) 5 v~ &5 s I £ 4598 > BI g 3 4> 50% (5 pL I -5 200  fm¥%)

TR REE LRt

AELEAL AL R 8 B ECRAR RO 8 R

NIATEDG 2 G e L (F TR 4TS S R

Te sk 44 (clinical | o G Hrim e By 4 S-S ] AR S RE S BBV RIEL fﬁ% w0 R R e SPD 4 e 50% (fe1 cm) ;
relapse) ° "‘ B ﬂ(>11 mg/dL) .

A2 gdl  Bin S LT AR M R N

© JUp R B et i efFRL (serum creatinine) § > 2 mg/dL > I ¥ G F]TF A5

b ‘/F M 39 JpB e 23 B2 «é’fk JE E ai(hyperVISCOSIty syndrome)

¢ 3k

* éﬁfi fﬁﬁmm’—‘%,} F FLC ik B p* : fﬂ"‘*‘fﬂ—?" S CRV & 52 ¥enFLC 80263 1.65; VGPRAIZ & W2 frA 2 chFLCER R L 8
"5 1‘&>9O% o M1 KRR Y —‘,‘5'3*’ B AR ERITREZ D HERERREES BTG o

T B> 5 FLC JE B 2 FLC v g cuz k35>t ¢ i 5% 7 0 Freelite %k JE (7 g & o

Pt Mg 2 s > TR L B X R E R e i B T ot i IHCHRRIZ 2 F & 100 B it o 5 B R ¥ 0H R 2 0l
B 5 >4:1 <120

§ K/AFLC * ©<0.26 i ¥ & » AFLC;>1.65 & 5 « FLCe3 FLC " &>1.65> Bl 3 « £ % cn5dg ] s 48 (involved FLC); A £_A W 2 ehp5 8 7] d£ 48 (uninvolved
FLC) ; % FLC " 5<0.26 » R F 277 #R o

LR 3 % 2B T e & (L pF Y (time to progression) s & & it 37 i ¥ (progression-free survival) > AL F| 5 FEH PR L A * SRR F

M5 % 2 Af ¢ FLC=5 4 3] 44 (free light chain) ; IFE= 4. % ¥ % ¥ /* (immunofixation electrophoresis) ; IHC=# 7 & 5 it § 4 4 (1mmun0hlstochemlstry) SPD=ir| £ J5 '+

B4 £ F F T3k ff 2 fo(sum of the products of the maximal perpendicular diameters of measured lesions)
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4T s NCON jo 45 912024 # 5 3 R 8B s hE B R(BERERELZ T HFERE)

sk iER | i £ id s 37 0% B4 A | 7 i & i & 83 e A R e 4
% 1 %5 % (primary therapy)
2 o * bortezomib, lenalidomide, dexamethasone [ VRd] (category 1) * bortezomib, lenalidomide, dexamethasone [ VRd] (category 1)
7 * carfilzomib, lenalidomide, dexamethasone* [KRd] * daratumumab, lenalidomide, dexamethasone [DRd] (category 1)
* daratumumab, bortezomib, melphalan, prednisone (category 1)
H 3K |+ daratumumab, lenalidomide, bortezomib, dexamethasone [DVRd] |¢ carfilzomib, lenalidomide, dexamethasone* [KRd]
* daratumumab, cyclophosphamide, bortezomib, dexamethasone
* bortezomib, cyclophosphamide, dexamethasone™ [Ved] * lenalidomide, ™ #|% dexamethasone [Rd] (category 1)
* bortezomib, doxorubicin, dexamethasone [Vad] * bortezomib, cyclophosphamide, dexamethasone” [Ved]
e carfilzomib, cyclophosphamide, dexamethasone™* [Kcd] * bortezomib, dexamethasone [Vd]
e * daratumumab, bortezom%b, thalidomide, de).iamethasone [DVTd] * bortezomib, lenalidomide, dexamethasone [VRd-lite]* & 33 R
3 % e daratumumab, bortezoml.b, cvclqphosphamlde, dexamethasone * carfilzomib, cyclophosphamide, dexamethasone'* [Kcd]
e daratumumab, carfilzomib, lenalidomide, dexamethasone* [DKRd] |, lenalidomide, cyclophosphamide, dexamethasone [Red]
* dexamethasone, thalidomide, cisplatin, doxorubicin,
cyclophosphamide, etoposide, bortezomib’ [VTd-pace]
* isatuximab, lenalidomide, bortezomib, dexamethasone [SRVd]
J83% % ;# (maintenance therapy)
B * lenalidomide (category 1) * lenalidomide (category 1)
H # R | * bortezomib * bortezomib
* bortezomib, lenalidomide [Vd] * bortezomib, lenalidomide [Vd]
F A5 | » carfilzomib, lenalidomide [Kd] * ixazomib (category 2B)
3 ?x | daratumumab =+ lenalidomide
* ixazomib (category 2B)

BRFEARAL D R ALH AT G REL B o ZFE & category | 5 A B AW 0 A~ A § ) category 2A 5 AT M AR Y 0 4~ A g o
*opARERTH N 2R REZRY & E Fod pE4Fr 4] (P]), lenalidomide, dexamethasone (9f i i f 0 F O F w4 A s {8 e * PL lenalidomide, dexamethasone ©
TORAFTHND /AP SRR DK ER -

I #Tp A7 % ixazomib 5 # carfilzomib -

§ — A iFF ot iz 4 (aggressive) § B 1T B o
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DRAFHFE(ERL 13 3M5R)

wRiEH bortezomib ;5% % px(bortezomib-refractory)’ lenalidomide ;¢ % % pz(lenalidomide-refractory)®
* carfilzomib, lenalidomide, dexamethasone [KRd] (category 1) * daratumumab, bortezomib, dexamethasone [DVd] (category 1)
* daratumumab, carfilzomib, dexamethasone [DKd] (category 1) ¢ daratumumab, carfilzomib, dexamethasone [DKd] (category 1)
* daratumumab, lenalidomide, dexamethasone [DRd] (category 1) |® isatuximab, carfilzomib, dexamethasone [SKd] (category 1)
* isatuximab, carfilzomib, dexamethasone [SKd] (category 1) ¢ pomalidomide, bortezomib, dexamethasone [PVd] (category 1)
* carfilzomib, pomalidomide, dexamethasone [KPd] * selinexor, bortezomib, dexamethasone [XVd] (category 1) & % & %
* carfilzomib, pomalidomide, dexamethasone [KPd]
¢ e¢lotuzumab, pomalidomide, dexamethasone [EPd]
% R ] Rsf & 7 lenalidomide fr— 7 F~v et #r#/#/(Pl) AR ] RS e 7 lenalidomide fo— ## F~v o #4771 #)(PI)
< daratumumab, pomalidomide, dexamethasone [DPd] (category 1) |<> daratumumab, pomalidomide, dexamethasone [DPd] (category 1)
RXE 2 Roef & g lenalidomide fr— 7 Pl A2 R e 7 lenalidomide fo— # PI
<~ isatuximab, pomalidomide, dexamethasone [SPd] (category 1) <> isatuximab, pomalidomide, dexamethasone [SPd] (category 1)
REF2R B 7 - AR SFIMD)Fo—- Pl ¥ bz 5k
= AR 760 X PO T
<> ixazomib, pomalidomide, dexamethasone [NPd]
* carfilzomib (*+ % 2 =), dexamethasone [Kd] (category 1)
elotuzumab, lenalidomide, dexamethasone [ERd] (category 1)
ixazomib, lenalidomide, dexamethasone® [NRd] (category 1)
bortezomib, cyclophosphamide, dexamethasone [Ved]
Pl bortezomib, lenalidomide, dexamethasone [VRd]

carfilzomib, cyclophosphamide, dexamethasone [Kcd]

elotuzumab, bortezomib, dexamethasone [EVd]
ixazomib, cyclophosphamide, dexamethasone® [Ncd]
lenalidomide, cyclophosphamide, dexamethasone [Red]

daratumumab, bortezomib, cyclophosphamide, dexamethasone [DVcd]
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RELF2 R 7 FAIMID fo— BPl > 7 gz X EE— AR 7760 * p &7
<> pomalidomide, cvclophosphamlde, dexamethasone [Pcd]

R

4 i
j o

* bortezomib, dexamethasone [Vd] (category 1)

* bortezomib, liposomal doxorubicin, dexamethasone (category 1)

* lenalidomide, dexamethasone [Rd] (category 1)

* carfilzomib, thalidomide, cyclophosphamide, dexamethasone [KTcd]

* carfilzomib (+ % 1 =), dexamethasone [Kd]

* selinexor, carfilzomib, dexamethasone [ XKd]

* selinexor, daratumumab, dexamethasone [ XDd]

* venetoclax, dexamethasone [VenVd] + daratumumab &% PI > ¥ % % t(11; 14) 75

BRELF2 R 7 - FAIMID fo— Pl 7 gz X EE— AR 7760 T p T
< pomalidomide, dexamethasone [Pd] (category 1)
<~ selinexor, pomalidomide, dexamethasone [XPd]

Z % 4 (aggressive) 5 # [+ ¥ #EF
< dexamethasone, cyclophosphamide, etoposide, cisplatin [dcep]
< dexamethasone, thalidomide, cisplatin, doxorubicin, cyclophosphamide, etoposide [dT-pace] + bortezomib [VTd-pace]

REFIHBE F— B Pl fo— #IMID » £ $# PI foIMiD 3 8 F 5 1 % i
< daratumumab [D]

AKE AR AEEFE L FTE EAMEREDNY 2 M ALHY ARG R BF5 o 2R E & category 1 5 A3 F &uE 0 A » A % 9 category 2A F A&
PR BB EYE o A~ B § e K% LY G P > FRIATF ERIB L category 2A o
IMiD=#%. £ # & 7| (immunomodulatory imide drug) PI=3-v f= $8 34| (proteasome inhibitor) e
P ERBERFEISRFESOBY T éizfﬁ S LRGF o mRsKF1 L3 faﬂ«ﬂ%‘)”’”“%ﬁi?&ﬁﬂ BF O REFEAGRY AW - MARF DB N EH Y o
T 3 FCD38 E RSk A feeip A > 2 B s #\ ‘E BRENES > Y B F 7+ CD38 H bkl cuf 2 o

THYYHEB A AL aEA o T iR lenahdomlde pomalidomide ¥ /5% o

§ ixazomib EFL G ¥ % Z & (mg fo A AR & e B R  (2)% 45X bortezomib Jof & B oo 2 () *g Fsﬂt 7 #& % carfizomib 5% ©
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iR E B BRAFHE (FRE 3N iR
AFGFRET AR 2 F 1 EP ] ﬁIMzD 71 72 CD38 & ey T
e CAR-T ‘m% ffi%
< ciltacabtagene autoleucel
%5 <> idecabtagene vicleucel
o HiFR i
<> elranatamab
<> talquetamab
<> teclistamab
* bendamustine?
* bendamustine, bortezomib, dexamethasone*
 bendamustine, carfilzomib, dexamethasone?
AuRE » bendamustine, lenalidomide, dexamethasone*
o FA|E &A= * cyclophosphamide
AT GRLT AR T H2FPls 2 # IMiDs vl #F#CD38 H FHe)2 % pe(refractory)
<> selinexor, dexamethasone [Xd]
BEW | LA GRET MR ¢ 71 BPI 1 #IMID Fo 1 ##CD38 & #Fidy
3 % |* belantamab mafodotin (3 ¥ /¢ % J: i* [compassionate use] P~ {¥)

Jj\}%ié \W%E? \-"F'F’F‘: Fi‘%ylgigﬁigi@fié%/} ’

BRBLHN ARG R B o 2R E & category 1 5 A F K w0 4~ L4 § o0 category 2A 5 AT

P B Ry 0 A~ By ehe fﬁ* Fowm o F TG L*Fi’;ir’ﬂ"; category 2A -
IMiD=#. £ # & #|(immunomodulatory 1m1de drug); PI=3%-v f# #8344 (proteasome inhibitor) e

*wmAe (1 13 %‘im%“)”’f”*“@ﬁ@ﬂp B EEAE R
TR AT L3 % - f8B w3 3 Fk (B-cell maturation antigen, BCMA) W= io > (o chbe & A & 2 i 8o

I bendamustine ¢ 25 * ** CAR-T ‘w2 2 e T fme 32 f o

NE - MARY ESH NE g o
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¥ 2R HERER
¥ 1M E VRAInH 2 5 1MPFLEDRAd2Z 67 | % 1584553 DVmp & DVTd #&”
¥ R AR RisR 4 Bx VA RAc Vigf 4 bz ¥ R AR R g & px VAR Vick 4 Pz
KRd [L, A] PVd[L A] KRd [L, A] DKd [, A] PVd PVd ERd ERd
DRd [L, A] DKd [, A] DRd [L, A] SKd[L A] Kd Kd KRd
ERd[L, A] SKd [L, A] ERd[L A] ERd Xvd NRd
PVd[L A] XVd [L, A] PVd[L A] KRd VenVd! VRd
DKd [, A] DKd [L, A] NRd Xvd
SKd [L, A] DVd [ A] Xvd Kd
NRd [1, A] SKd [I, A] VenVd' VenVd'
XVd[L A] XVd[L A]
VenVd'[1, A]
¥ 3L hBEEER
S 2 sn 4 L fe ¥ PI AL A BB (2 oE = HEF oK A pe(IMiDs
Rpe Ve & b Riig 2 Peie 3 PLACE R R E) Pls fo4% CD38 ¥ 4ot
DKd [L, A] DKd [, A] Pcd [1L, B] Xd [1L, B]
SPd [I, A] SPd [I, A] DL A] Belantamab mafodotin [II, B]
EPd [11, B] EPd [11, B] ok
SKd [L, A] SKd [L, A] Wik s
DPd [11, B] DPd [I1, B]
DVd [L, A]
XVd[LA] (2% ¥ 52t
VenVd! [, A]

ARF 2 ARAEEE ST

N TT Y L

DR R AR A M R B

c=cyclophosphamide; D=daratumumab; d=dexamethasone; E=elotuzumab; IMiD= . # # & #](immunomodulatory imide drug); K=carfilzomib, m=melphalan; N=ixazomib; p=prednislone;
P=pomalidomide; PI=3-v fi* %84+ #| | (proteasome inhibitor); R=lenalidomide; S=isatuximab; T=thalidomide; V=bortezomib; Ven=venetoclax; X=selinexor °
FlAeHET D(REF AL *E) SRAFNORERTIEFRER P o ENMBRZH L FRER o

* A BB 9 f¢ * daratumumab (D)FF 3 2 & it fL2. 2 D 4 BT s
T oA L14) .
T4 F t(11;14)8 BCL2 A T & 4 i -
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A s AR FE RS LEXVAD)R » RIEREH S P B FRRES LSRG RRLGHT N ER

Visk % BT RipR 4 Bz BhEwmie g BR Y V& RipH 4 Bt
523 DRd" DVdf NRd SKd
%38 Kd Pd XVd |NRd| Kd Pd |DVd| SKd Pd Kd |XVd| NRd Pd Xvd
¥ 4 5 |NRd'|Pd|XVd|NRd"[Kd|XVd|NRd*|Kd|Pd|Kd|Pd|NRd|Pd|NRd|Kd|Kd[Pd[Pd|XVd|Kd|XVd[Pd|XVd|Kd|Pd|Pd|XVd(NRd|XVd|/NRd|Pd

ABRFEAFEREE CRFHHFERE FRp il il Up 5 - VR R AR e R ERAN G RR Din BR R E 0 R F 4

Ty 45 ~ i[ﬁa}i B RE T RBAERAGELISTI OB P AR BN B o

*Dendb L 22 o X DRAEEPFR * 12 Bz @ Rends "5 24 Bs4e > £ DRA sk E D _‘riﬂﬁg?lii:'cgtj LE R G FIEFART * > P
SARHETTRETPRR T (4o NRd) »

D e i 22 :'tﬁi%];i » N DVd B EpFR Y 16 BRAE > A Venli i UL 16 B2 % DVdiskE D év"iﬁis?]ii:'iﬁzj o R &V R AR
B HUEMIARANRATEL D L XVd -

‘{ﬁ”ﬁ% 2 # : D=daratumumab; d=dexamethasone; K=carfilzomib; N=ixazomib; P=pomalidomide; R=lenalidomide; S=isatuximab; V=bortezomib; X=selinexor °
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¥=E P 4t F i
Cochrane Library (3% p #f 12024 £ 5 7 13 p it )
#1 multiple myeloma 6,593
#2 MeSH descriptor: [Multiple Myeloma] explode all trees 2,454
#3 selinexor 170
#4 (#1 OR #2) AND #3 73
PubMed (3% p # 12024 & 5" 13 p i)
41 multiple myeloma OR Kahler disease OR myelomatosis OR 65.768
plasma cell myeloma
#2 selinexor OR KPT-330 524
#3 #1 AND #2 179
EMBASE (4% p # 12024 # 5% 13 p 2+)
'multiple myeloma'/exp OR ‘'multiple myeloma' OR ‘'kahler
41 disease'/exp OR 'kahler disease' OR 'myelomatosis'/exp OR 117.905
'myelomatosis’ OR 'plasma cell myeloma'/exp OR 'plasma cell
myeloma'
#2 'selinexor'/exp OR 'selinexor' OR 'KPT-330' 2,015
#3 #1 AND #2 763
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B A PR v
FAE | B | # M 4t b ¥
multiple myeloma 64,235
2 | selinexor 496
cost-consequence analysis OR cost-benefit
PubMed | 2024.4.25 3 analysis OR cost-effectiveness analysis OR 675.641
cost-utility analysis OR cost-minimization ’
analysis OR cost studies
4 | #1 AND #2 AND #3 8
multiple myeloma 120,344
2 | selinexor 1,953
cost-consequence analysis OR cost-benefit
EMBASE | 2024.4.25 3 analysis OR cost-effectiveness analysis OR 419,557
cost-utility analysis OR cost-minimization ’
analysis OR cost studies
4 | #1 AND #2 AND #3 20
multiple myeloma 6,555
2 | selinexor 168
cost-consequence analysis OR cost-benefit | 47,739
Cochrane ) ) )
Library 2024.4.25 3 analy51.s'OR cost-e'ffectlveness aTla.lyS.IS QR
cost-utility analysis OR cost-minimization
analysis OR cost studies
4 | #1 AND #2 AND #3
CRD 2024.4.25 selinexor 0
INAHTA |2024.4.25 | 1 | selinexor 3
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