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TEFEAYTS G0 HH LI R OEHE A T & foocdp 1R 24 3 MMR® - ¥ &
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BRI G 29.2%% @ F st A & wre i B 5 5 ls(MCyR )& i "(asciminib & 29.3%:
bosutinib % 28.9% ) o
CRCRLPAS- S T =y S I I ol gl S
asciminib %23 #& % 19 & (52.2% vs. 40.8% ) ;
asciminib 2§ $& % et B L 7 @R ESk o BT - X @& * ¢ TKI (37.6% vs.
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28.9%) > @ AP ¥FES Al B S ¥ BT - =t TKI o & 22 (60.5% vs. 71.1%) ;
asciminib ¥ # B 0t G| E T L = M € * (52.2% vs. 39.5% ) > bosutinib
BRF RE B R s R * (47.8% vs. 60.5%) ©
) Asciminib % (N=157) Bosutinib £ (N=76)
25.48% 13.16%
(95% CI18.87 1 33.04) (95% CI16.49 & 22.87)

L& Gk B 24 @
MMR +* 5 (%) 4 e LB 12.24%
(95% CI : 2.19%% 22.30% » P=0.029)

0 0
£ 96 1 MMR ** &) (%) 37.58% 15.79%
(95% CI29.99 % 45.65) (95% CI8.43 = 25.96)
0 0
§ 24 % CCyR * i 40.78% 24.19%
(95% CI31.20 = 50.9) (95% CI14.22 % 36.74)
39.81% 16.13%

% 96 1 CCyR M
yR ¥ (95% CI3029 % 49.92) | (95% CI8.02 T 27.67)

24 FPER LF R LB

I S 89.7% 96.1%
REY SN R A 63.5% 88.2%
SR I 50.6% 60.5%
Fird A AT R E 5.8% 21.1%
B PG g TR T 17.9% 14.5%
FARIE 21.8% 9.2%
ARET (BFXEAHFDLE)

MDASI-CML-# j& £8-17 (95%CIl:—-223%-13)
EQ-5D-5L VAS A e LB 39 (95%CI:—0.5 % 82)
PGIC-CML i #c & 47% 20%

CI, confidence interval » % #f % ¥ ; CCyR, complete cytogenetic response * % 2 ‘w*2 if i# 5 & & ' MMR,
major molecular response » i & & F F Ji o
PGIC-CML: Patient Global Impression of Change — CML » & 38 & % - 33 B 5 4 A io B4t > CML
gL feR (03 74 ABARFAAL  AEFAT R 1 I 3L AL E 44 FRESM 537
ARG &)
(=) EF4E v 57 o o Atallahetal. 2023 5 - 55 24y T~ fe R E By AT 7 o L F7
% B ot > asciminib 4p #3% dasatinib> 3t % 6 B ? pF MMR ¥ A F|P AL B 5 2t
¥ — 38 &~ 477 > asciminib 4p $2** dasatinib/nilotinib | 3 i 2 % 6 B ? CCyR - X
Mmoo ied B AT Y 01 ASCEMBL i#% 2 BZBF T s TR KR ¥ 5 Ady T
AL REL R B AR AL -
¥ 44 mn PBAC 3R 2 ¢ 2. & v¢ #u & 45 » asciminib ¥ nilotinib 2. &F &% 24 i¥ ~

P & 53020 B F %wre ¢ @ (marrow cell metaphases) ek Y > FAEF £ 0 P o
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WiRFg > 2 REhed § R RFLEET -

(2) 7 #cf %<8 asciminib 2 AR FETRFLFBET o
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=) 44+ CADTH- £/ PBAC~ E R NICE ~ 12 2 gk ff SMC 323 # £ & » &
O FRAPHIFRRS ARMF L B Aol o
1. +r 4 + CADTH # 7+ & * asciminib 4p # bosutinib’ £ % ¥ & & f& 2 + 0 TKIs
e ot 2 R F B Y o S A p 4 J2 ICER 5 207,406 4 R/QALY
gained ° 7 50,000 4¢#*/QALY gained Ff i B & - asciminib ¥ 7 £ = & 3t
& 1 asciminib F "% X 26% 4 £ 3 = Ay ; ¥ ¢h o d 3% asciminib &2
nilotinib~dasatinib e4p ¥ > % 45 & 7 F& T2 F]t CADTH &/ 3+ # ICER
B CADTHZ R ARPFREAEL ® 20% 02 2wk ™ > 1 2REH
asciminib
2. BMWPBAC # AR I £ 7 "2 k& ]l " g FsaoFfHLe 2
(Public Summary Document ) » >* X & 111 # 7 * dg 2 # » PBAC % &3k %
it asciminib * ** A m g & A A PO TKIsinfp R 2 7 S 27 ME 2
Bt gt o ]]% (Ph+CML-CP ) = % ]]% A soa & A3 PBAC 3% 5 asciminib
A0 2 ponatinib I FEC REIREEIRE 3 A 0 2 RF A AT F T3151
AFIR R enp EEFE DT s ¥ % (ex-manufacturer price, EMP) & * &%
FIBSIARRRY - B AS AE LG FmAUL  RENRESIL D L%
¢ FenEaL e o PBAC WA M ARG A LA R ¥ 4 asciminib A B~ 17
i@ TR F LI EFNE g 0 LA PBAC R eHF VA F LT B
fim‘ﬁ%ﬁ* 7 Ko gt PBAC 2% ik i P anfpfk R T F st i it
ﬁﬁpﬁaardrw* SEME o B % PBAC i3 4 asciminib * * (1) £
FH LA B A TKs o R 2 At B B 3 S A ¢ R 2 R T AR
R (Ph+CML-CP) = 4 IR (2) 25§ &< - A+ TKs i
B2 BTG TSI AFIR bt & R T MEEE R RS o
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:J]% (Ph+CML) = 4 5 4 o
3. BRNICE :u i » i Bgen¥ /s 5 TKIs’ 4 bosutinib~ponatinib~dasatinib
£ nilotinib - asciminib R &_¥ ¢t — 4 TKIs eiE 38 - 1395 Tk R FIH AT
Aoy LAt o TKIs ¥ & T3151 i’xﬂ’%%‘ﬁﬁ-i asciminib 3% % it
bosutinib % - i £ asciminib o A B FREFEE AR o R 2 5
R ok FE 3R asciminib 2 # 8 TKls +* #gwc %k > # 1 asciminib & f@k fr
X RIF PSR E A T xﬁ,_'g BHEF 2mmed > LA A2%E 537 i
NICE %5 NHS Tl * ¥ 32 chs Aoch ingelfl > FlP 2 i g 305 M
F1¥F £k 3 (commercial arrangement ) # i asciminib & - 2 3& T ¢
asciminib * *t A a g &% S fA P e TKIs i f ~ & & TSI A FIR % it
2y '}5’ WA MEE 2 REF gt o }]% (Ph+CML-CP ) = 4 }]% X o
4. ¥ SMC £ | ¢ 237 asciminib 9 F ¥ 0 & asceminib ' F LA }]%%?
SRE R 0 Tt A 5948 % asceminib H FAGTR L F RE A AR A 0 W
3= ehgk s B NHS (NHSScotland ) I e ﬁ'f’i"’ % (patient access
scheme, PAS) {53k » 25k A7 AR hd A2ef 2% > S afpk & { Meh
PAS/#% i (list price) * » 223k Jc§" asciminib * %0 §f 3% & &4 b 7 TKIs
ief o~ 2@ TSI AFIRFOBRPED T35 AF WHEZ2Z BT R &R
(Ph+CML-CP) = 4 koo
o~ IR
(- )L*Fi;ﬁ? FeARTIE (AR 114 #2AW IS #) AFR* AHKY: 55— & 120
L3257 E2104 > AR ERE F HNEis-F2202m~1 %7 fn382xgm’a‘rl‘f
&;EB’»A%??’ ‘] Fh-F16S5HRAT ST E284 RO FMMBAREGE ¥ - £057

‘Eh

(= )ﬂ\s’ﬁ E‘L’*'Fi;[q??%jz- G AR LR AP RELR TP REFELAGA
HoE Ao PN B2 BT RK o AL R M ERE ﬁﬂx v £ AT
FEA

(2) *F2 & wwag\éﬁé’ﬁ%$§@¥4&@;“ E204 3 %7 &S50
AR AEEREY LS - £034 A1 aﬁﬁlxﬁm’a‘rﬁﬂﬁtﬁx%%ﬁ@’
EHMBEPROL5-Z20R2R_RA3I5T E054 R~ ¥ ARL7TEHIPMF T

TR 2 S BGE 7B A T2 AR B AT 0 e p 2 WP o

ERF FRE RN RE UL MBR R

AEGARIZEGCT 2 £ 127 FEE R ERTH ZRP > EFLAL
FhAPR R T AFL RBEASAPERYE AR R EEATEEL G T
Tk b feEdk o MRETREEA L E S CML 2 B% = 8 hd 4 Eﬁ‘ﬁﬂ:%ffﬂ Jfﬂ
A R AH S EATREMBARE FRART ﬁﬂ\n«z%’* ABch R - & 46 43
£ 79 £ > ﬂ\r%ﬁ)ii%’%'%'f,ﬁf]é F-F056@m~1 %7 & 096/~ ’irl‘fﬁ’wl«%’é P fs ’?ﬁ
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Ao AIARFEEEPAERE LPERE (FF5) 2 RTE
ARER 54 & 1
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FAE K| g P RELE BE A EHE R
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LO1EA06 LO1EAO3
LM [PRATEREAELI D AR R @D FH RN
) fit. Ve fk jpcfie 34 A U B ot | (Philadelphia chromosome)Fs 4 i 2
PH RSB MBS | A & J (Ph+CML) = ¥:3 Bro 2
ok M 9 o B (Pht | %5 4 2 SRR :’z&%ia‘fs 0 R
CML-CP)= 4 5 4 e (¢ 4% imatinib)§ L@ & AL 27 2
NS o
b arR A ARk &g TR
EREUEESERIAE A A TR i
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tEF Al oL o/ (CML) = & ﬁ.—'ﬁ N
2. L IEH AT F AR AR & veh
%i—“ﬂ’; °
3. Nilotinib ¥# dasatinib % ¥ & & & * o
[ ) HaTe 200 mg : 805 =~
FHZZRHBE | F P w%“somy PR | EHRHBMEECMRA0ELE P 2o
B & p - % 80mg&F pIR
* %k 40mg VPR F o
Tedx FEZITRA TE I
A RPN R ELPE | B R E S o
FRs sk e

FRARTY

i

& p 3220 ~

r 3

2
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(indirect comparison )

TER BRI RY AR R G B

B R iR 3 e

Bt 5% mp v (ATC % T 40 IF)

W E LR AN RAAATATE > B4 2 B

FIRTA S DB RABLIITATE > Pl AL R BT LR

S aLE RN A 1;»7\1*”'1%’ ';% %
PO R P 2 kAR e

Lo L RFRPHER LR EHEH

% i

SAELEL

CADTH/pCODR
(e £ +)

AR 1 & 87 o4 s iEk - asciminib o~ B F LR A
TR B A 0 P RERRE R A R AR 4 BT A AR e
14 Hp #1,:32;,3gf:y;,ﬁ,&.ﬁ%ﬁ@y}ﬁi;]}%g\;4:}}% }}%&2*;
S P A A S CML 22 % it 3 T315T & V299L R % s
Boptsz 22 B0 FHpLRE e d B8 (FFREFER
e ) % @ % RT-PCR &R A FEF B AaFFr }f%'%z}f%@
Wb p Ry e
CADTH/pCODR ¥ & §&/& % # & 5 ¢ * asciminib 4p $f ¢
FRBHEILE LT F o T asciminib F % &
Rk -T\’ FERBHES CMBARLAERT 22 4
BH T TR LR LR E N EERER 2 G

CADTH 3% % asciminib 7 "% § 26%11 £ 7 #& 2 e A3 F o

bosutinib £

PBAC (;®)

FRFE L E 1LY gk ER AR RF R EFARR R RD

FT > H-asciminib S r B F SN T S TR

o oM TKI o 4 e 2 mf » 7 B T315] R % » 2
WEEH T H A I M CML = £ 4 o

o m— M b TKI SRk 4 ped 2 @t » & T3I5I 2% > 20t
AL S LS MBI CML & & g5 4 o

P op A FEF LT MCYR & % ¥ 4 i BCR-ABLI i

Bk T3 1% o

NICE (# /)

AR I E 82 o2 5 iEikK-asciminib o~ B F LR
s g b TKL iaf 0 & & T3151 ﬂ;i‘gm&ﬁﬁ}’ B4 MBI
2B REY Lop S EE A D ERRE R R RRARA L
Ex o

NICE 3% 5 asciminib 4p % 3" bosutinib

$ B e ok 0 fe
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asciminib #4p ¥zt £ i gtk LG AR AR RA T
asciminib 4p ¥t H v

KI 2 Ap$t5 22 7 PR 0 T2 AP $H0 7%
fod Aok g ATk % ,ﬁﬂﬁiﬁﬁ%ﬁ’NmEfﬁﬁiﬁﬁ
B EESEREANEERRIETIRT &X D FIP

vt
B H e

:x ! CADTH % Canadian Agency for Drugs and Technologies in Health 4c £ + # 5.3 %5 R fH L E R A

pCODR & pan-Canadian Oncology Drug Review *c £ < "8 # 1+ & |r 3= i o 5 m‘{ﬁ?‘% » 32010 & =
=% % CADTH (h& v i > 4 & § F3F 5 ATF

7* %‘Jf”mq?r"}%vﬂ-%; *RITE

PBAC % Pharmaceutical Benefits Advisory Committee % 5-% 4 3539 4 | € rrl‘qﬂ

NICE % National Institute for Health and Care Excellence B 7t & T R § 4857 7 Fa mﬂﬁ'ﬁ, °
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[‘?/I‘,_',’J 40’\_31.,"3—2‘\4[&?\] FE)%‘%’U,&’LI ’;'FA-

FLEBC MBI A FESARY S FELRERE
FE P AR 114 £ 06 7 09 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 - Tf%ﬁi#ﬁtﬁ
fo 2 38 % S A R RIS 2 HATH F R PR TR ol KRR
ééi—%x\mw~fv@ﬁﬁﬁ*%%%ﬁﬂwwﬁ’%@m‘%%waa
e (T AR v ) RFEAARTIIA R HNE R v A AR &t
B % ¥ <"f~T R b’ﬂ%:”.i«%fr%ﬁ-‘%‘?ﬂﬁfﬁ Piz';% o p eI iR
kdifs o 42 BpERP mm;ww GAGTRREL (T HAEL ) R DA
EEFRFRESEAPFL Y IR EF e OF AR LEGHT T A A
FWHHEARER L L2 n%‘:\?i’z °

*FL ﬁﬁWPlﬂf%%ﬁﬁmﬂ%ﬁiﬁg T2 3R A B
kR Y LR FRE G R R I E S TR £ ui,%:,u z\l;f
E%@“{”@Fﬂv—“ﬁﬂﬁ? VAR 2 2 TR R A 4T A AR R
dH el S HF R Ry g ﬁ@?%&fﬁﬂ%@jmm%
% o

7/

"~

@

u\e

- R RISRRR

Bit ¥ ¥t o o g5 (chronic myeloid leukemia, CML) & &3 4 (4% 5% > #
P v w 2hen? ZATHIH A 0 9 F F 48 2 gk 15%3 20% o CML R&ops s 3
AREA BRATBEIM 5% O $R I A P ABLL AT T 22
$H4 4 8+ 0 BCR # %) > 7,3 BCR-ABLI f& & Egr? Iy N R
(1(9;22)(q34;q11.2)) » BCR-ABL1 fi & A F1i} % & § 3% & # ic inp & 5 pr 18]
(myristoyl group ) » i& @ & it e VRAL opis (tyrosme kmase) X me X BB
fm\g[l,z] °

CML iz 45 x % 2 ¥ 805 e (blastcells) 1‘\7?*&%}1&‘_23 n I¥ (basophils) +*
Blo R d R E T A 52 B IRE Iﬁsﬁ_] » & W) % & 448 (chronic phase )~
4\".“2')9 (acceleratedphase)’ "3 4 Hp (blastphase) e ?ﬁs::}lis 4z % i CML
P STk B R AR AR LA 2 AR Y e 0L
""ﬁ’i’ EF s mREMNREET @&‘/w"}%‘ B WER AR TEERL ISR R R
Mo Ep B T A B A o L R R R Y ﬁmp?i‘a‘gﬂ Ve R TR fo i £

DA T & 2 R A 2 LB H BCRABLI e SR A NmE v 44 0B ¥
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[1,3,4] -

SHCR AT EERPFEEY RO R F A0 RPED CML > £ Al %
S RREE T ERNY FE RS P R IEE RS S a3
A (S ) M AR R BRAMREGE (R AR REE) i
Ao em kAT E RS L S ] “f@}@’k§n.uiﬂg-f’f % %7 > CML 5 4
- At kAR AE RSP ER LT LA CAIMENY Bk
BCR-ABL1 # {en% & f*if 4% ¥ & (polymerase chaln reaction, PCR) & ] 11 753
ETF LG LA e R[] -

¥ CMLp R F feihi & fehk dp A 5 o i § F Ji(hematologic response )
wreid B8 & & (cytogenetic response ) » 1 % & 3 F J& (molecular response ) :

c RREFRARTRY L IREKE ~ 9 IR VA U E R T o R 2
R R R TE Y F R Y B RE S 7w R[] e

e B BEF R AEFETRT L F w2 ¢ P (marrow cell metaphases)
PR AT R e BB R R ARG IS LI MB e gt 6]
;ﬁﬂﬁzgﬁﬁ%aﬁ%ﬁm@éy’m?ﬁé%imﬁéﬁﬁﬁﬁ
( complete cytogenetic response, CCyR ) [1] - H 12 'm? i B ¥ 4 3= ié‘vff,%*ﬁ
BV A A At o ¥t EE Y PCR 2 €% R D azbl AL i» ~ F A&

4] BCR-ABLI ## 4% 4 (transcripts )’ R R S « & 1y g A RE
4B 3]

e LFF BB EF ek PCR T & i) BCR-ABL1 #4 4 4p 4> ABLI &
Bo R OREROESE AN G TR LI HIARESEF O AT 2R
Ly ?ﬁ L F i (Internatlonalscale IS) [1,3]c #e iRl & = B ¥ e
%ﬁ@@&uﬂmgi@%ﬁﬁﬁ ﬂgBGUmuﬁﬁ@i”Mi<M%’
i i & A3 F & % BCRABLI® # 4 & v bie - % & 7<0.01% 2
0.0032% > B] 3 iF & A~ + F Js[1,3] - PCR %H*%”*mWé®§F@%
B4 304 4P R 1% > BCR-ABLI < 1%4p % ** CCyR [5] »

hisk e o 1345 F MR REE T 4 % (National Comprehensive Cancer
Network, NCCN ) % # 12024 & % = hfiif;iz;fﬂ 31[6] » A~ =X L ET 5 Rt H Bl w
S A W R RS A W AR Rl 2 B A IR
(Sokal ~ Hasford Euro 72 2 EUTOS) %/ 5 4 B>t M " ev ¥ & b "6 Mo R &

kow g F kR e Hw (FISH) #5% % #5123 BCR-ABLI B 2w chlic® > 3%k
B 4o PCR & a7 & v @iz f’rf; BEE kP o

Lskdm > rig AERIDIESEA 23 22 300 > bldc2b il e A g4 ¥ 513 R 4F
e ip[2] o

™ b & T& % ¥ Sokal ~ Hasford Euro & EUTOS i 83+ 5 » = 8 5 5o 13955 4 & 8 - Mg+
P T 2 G P EERAGEF » DN E AT Y SR A PR GAER AR A G
B~ ¢ R~ B RG[6]
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B s A oh- MR ER ¢ 7 % - N ERE AT A (tyrosine kinase
inhibitor, TKI) #7imatinib > 12 3 = x* TKI( ¢ % : dasatinib ~ nilotinib ~ bosutinib )
(% % category 1"); F 57 B I ‘ﬁtﬁrﬂ‘ﬁﬁfﬁs P BRI AR G R D
¢ TKI (category 1) > % — i TKI R4 5 H v 42 /5% 5 78 (category2A) - .
iR is T@%%E’W*?%i AN B REFER O WERAEZ B JfﬁzP
BCR-ABLI1 7% 3% 10% ~ > % = B ¥ A3 10% > ‘“jﬁ*v:“%?—‘-: [ N R b
1% g+ EEHE:EHE T TKI> ¥ 7 i2{7 BCR-ABL1 2 %R 154 & 1EFT’
TKIC o &= SSREHS & 0 WEp < - Mipk 5 imatinib » PIERE/H v

= & TKI (category 2A) ; u"r\'é—g' % % - N TKI T35 - 0% PlZRY 33;:3‘&
imatinib 12 “t &7 TKI 1% 5 75 R (category2A) > % CML 5 % 53 801+ h TKL i
B L F RERA E AR YR EIFFE T E* ponatinib & asciminib T 5 = &
b m;p-}ﬁf (category 2A) » European LeukemiaNet ( ELN) 3% 2020 & % % thip
“ﬁﬁwm’%fﬁ:ﬁuPw%%éfﬁ’%{immAMJi%%ﬂw$
%o A mA TR a4 e RIS BB Wiz imm #45 -

\ﬁﬁmggpﬁﬂﬁiﬁfﬁm
() *%EFSNE

i%%ﬁw&ﬂﬂbé—ﬁrmﬁﬁﬁﬁAmﬁmKMﬂlﬁm&$ﬁW%
) o Asciminib 2 & -4+ ABL ehp E Zpxev K (myristoyl pocket) 14 ##r4] BCR-
ABLI fi# & %% 7 ABLI jcfis i 12 7] -

A Bk 2R asciminib ghor B H Y TR L R A A ) SR
R e R AL R PR ALE % 5 B 6 REH L2 B BRI Y s (Pht CML-
CP)# % s 4 3%k i e i Bk A 5 » 2§ T35SI R @i 4 o 0 H 2k
i HF P rRREE S 80mg > & * > ;\¥ }—4—»k’4»k80mg JFT’—
%% =X & = 40 mg[7] °

(C)EIPFELEFAAT AR L BEL

Ripe R wmd e ﬁ«k FEp itz L9 w (WHO Collaborating Centre for

" NCCN Category %_& : Category 1 5 1945 % S5 F % > NCON & o] 2ini s hER &3 0
£ 4 - R @ Category 2A 5 Rypf i< % ek?;)}ni’ CCNEPK __N;pur-%“:\{ﬁpifﬂ
7 - R E; Category 2B H PR3 M E %7 % ) NCON & o] 2R 5% hEEEET £ 3

© NCON 4351 & % 57 i * 2 %% : asciminib 7 i * 2 % % 5 A337T ~ P465S ~ F359V/I/C ;
bosutinib 7 i * 2. R % % T3151~ V299L ~ G250E ~ F317L ; dasatinib % i * 2. R ¥ 5 T315I/A~
F317L/V/I/C~V299L ; nilotinib # if * 2. % % % T3151~ Y253H ~ E255K/V ~ F359V/C/1 ; ponatinib
{r omacetaxine B P & A § A i * 22 RE o
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Drug Statistics Methodology ) #*£[8] » %34 3] & % ¥ 3% % asciminib ¢ ATC 4
¥ F% 5 LOIEA06 » H 4~ 25 5> LOIEA BCR-ABL i vk jgcpis 4] 4 o ATC =
I A% LOIEA & 5 5 4= 4 > 4 %] 5 imatinib ~ dasatinib ~ nilotinib ~ bosutinib

ponatinib °

WA EEFERF T F FREFH PR ESFTRE
@J%?M’u%ﬁir&w%wﬂn&@Jvi@@ﬁwanwa’Tmﬁ;
Bl s T ARH R ERI0L R0 B Bt G AR BN
R S I 1mat1nib ~ dasatinib ~ nilotinib ~ ponatinib ~ asciminib ~ hydroxyurea > 14 %

_A-\

busulfan o

et AR e PR R L RAR M T L B R L ARTIFN
LR e F 2 R B RIE R B IRAA10] 0 B S w%*ﬁﬁ$§§x
o e R ot A ARZEIRSEH RS 0 B ¢ imatinib g * ST ATE
% CML .35‘_4 B2 & B CML; % = & TKI ¢ dasatinib v nilotinib
RIF ¥ 523 erf 42 ch CML s £ - 205 imatinib 400mg 2 b ipfy & 222 7

71)]% A P ponatinib P 2 & ¥ % A E T35SI R % > & ﬂq_r’b b TKI 2 505
%ikz%ﬁhmﬁ&ﬂ &1 CML -

AR IOF GRS o Ap s 7 M TSR RIEH CML ch# &0 57 NCCN #

2Rt MY » Fidp 31[6] > 6 F A" dpief € * imatinib > R (S IoFH M % = &

TKI jo 5 = J|ioF 5 ‘FT:;%’ s B A eI B 2 (X TKI P8 8 {8 5 R

é%e%&;éjﬁu imatinib 2 *t 5 TKI » & 4 £ BCR-ABL1 X % H 3,5 # & if ch&
L

Fe 4o B¢ o dg 51 7Rk 2 ponatinib fr asciminib F i * v g s b TKL s
% st 7l dhug A o B % asciminib PF R R ALE § A337T  P465S -
F359V/I/C R %a 2 g * 2.3, « 3 v 3 AFBE-F CML 37 ¥ if oo & 24 TKI
z_ % 2.¢ >hydroxyurea >* §ifk dpalauEaR @ * fFE P A & LA TKIAzde /o o
0o R 22 F § 2 ) busulfan Pl R E4pslda E iR v o

FEIHFH AFLRNE P R E AR EAPITISR S 2 B L2 § imatinib-

# @ > bosutinib
omacetaxine ‘g A >t FP-{F & 225 ¥ 3 > ponatinib PJE2 S PR RoE 0 AR d ik
@¢H§@%m¥&meMLm@4o%;g§§$4§ B AR S
2 B R PR R TR - o

dasatinib ~ nilotinib ~ bosutinib ~ ponatinib > 2 2 omacetaxine

P Nilotinib * ** % imatinib ;5% 4 pz et % &t < f {48 CML g 4o e Z3EAE 5 200 mg
EIE 5 150mg & BT anF Vi Bop 7 F AT Urenf 28 CML -
9 £ & 7 ! asciminib ~ bosutinib ~ dasatinib ~ nilotinib - ponatinib - omacetaxine °
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ATC 4 #
ENUAEA

AR i
(7% 4 CML 49 ¥ if i)

|3

e
E
Ny
ks

LO1EAO6
Asciminib
(AR EX)

Il o dAn g s At o,
Pl Vi s e A e P
BIPBS A R R
*&ttv = g5 (Pht CML-
CP)= 4 5 4 o

2. iphBEHFE LI B
A TSI Rz ek
it ¢ & g5 (Pht CML-CP
with T3151 mutation) = * 5
Ao

20 ~ 40 mg

E A

LOIEAOI

Imatinib

Lo ipf & & & 4 1t 2P (blast
crisis) ~ 4vi# #p 2% 5 ALPHA-
R 3 REE & S Nk sy
R i K AR }?ﬁ (CML) &

£ o

A
2. W ONISR AL ETS R R

[ s g5(CML) s 4

E
A

-

7

100 ~ 400

mg

et m i
G S|
- o

LO1EAO2

Dasatinib

L isR 378 Tenfi a9 § 5 4
AR LR e WA i AR A
(Ph+ CML)&= A o

20 Ve B R e &
PRAEE A 5o 2
A% 3 imatinib 5% F o

4’: R

20~50~70

mg

S el Em i
GRS S|
br— o

LO1EAO3
Nilotinib

[50 ~ 200 mg]
Pl R LRI N
$¥ (Philadelphia chromosome) %
AL B A i i c AN A
(Ph+CML) = # RN E
S - R T s (8
& imatinib) 3 FL& 2 2 At X L
F Ak o
[50 ~ 150 mg]
TR RS L W
ﬁm&ﬁ%ﬁﬁviﬁﬁﬁa

% A

50 ~ 150 ~
200 mg

¢ 42 4 (50 mg
RS -
wm RS
S
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ATC & 578 | AR § g pp |EFREEH
) ‘ CiY ErzE |
XA 2 (7] = 4 CML 4p B i BE ) i
S2E H A e
LOIEAOA | s s i i B A g
Bosutinib

Ponatinib if * /55 ¢

1. w155 el jpops
Pl B G FE M g A
2P 1 (CP)M |- % kgt o
i FH(CML) = & 5 4 o

2. @iELE R VREL EpE e
Ao Ry i AP & 12
# (BP) B2 REdL v &

LO1EA05 (CML)& % 354 ¢ 1B &

Ponatinib T e o T (Ph+ ALL)
e A )]‘;‘5 A o

3. T3151H {2 PR i 8P ~ 4e ik B
BEEH RS Y R
(CML)# T3151 122 35
A MBEEREK]T M n
B (Pht ALL)cha & 5 4 o

BRI IAGFE N A JLE

WIs R ATE 75 CP-CML s 4 -

R Ed f‘ ) P b

15 ‘45mg i1 i’ﬁ_,”’ibé:qﬂ; "t

LO1XX40

Omacetaxine

AR AL - - B o

=R (FYRTAEER)

*3F+ 3 & %4 CADTH/pCODR~PBAC 2 NICE 2 ¥ f*#£3%f 3F 2 &
RER BT ARG R E R FR =R 4R L & Cochrane Library
/PubMed/Embase #p B < }F*J% » B fEL R %5 B LT ‘3_9_.?7%‘21 LiHiERE P VAP
BTk AT g % o

* ik WL p Y
ADTH/pCODR

¢ /pCO 30022 & 81 22 o

(4 +)

PBAC (&) 302022 & 110 22 o
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NICE (# &) A 02022 # 88 24 o

BB ) Bk ALHIEL AR L b £ no

B w iMC (BRIEW) FRAHFREFS 1202022 £ 10 7 =
?0

Cochrane Library/PubMed/Embase s#7%& % % o
BREFREZ T 302024 £ 17 e RE R R N DE G TR

\_

3~ 1 SMC & Scottish Medicines Consortium gt if # 4+ £ i § chig 5 o
(- ) CADTH/pCODR (4t £ + ) [11]

e £+ CADTH *r 2022 # 8 % =2 A% 4phd %5«‘),%3? FHFFIHE L » CADTH
N EAEBEEF LRGeS 5 R F A4 R ¢ (pCODR Expert Review
Committee » 12 ™ f§ £ pERC) 23k & i asciminib » ¥ JF ## & £ w 5 & o

%2 4v £ % CADTH 3% % 1} asciminib % £

CADTH & ¢ if i%
o BN NF AW ES A TKI sk & prst 7 mf X cnfi (4
A2 4 (Rl A A AEX) R i - se - (Ph+ CML) = 4 ke
Rl e mA A e AEEY CML 12 2 55 T315I & V299L %
e pF BRI B KRBT w38 (F3 REF MR
g ) U E % RT-PCR¥RIA F 8 F Ji
it e LEEZIABY TR B RT-PCR &GRS FEF -
o ELa T E A frfeh FEL -
e e J&d s CML. ,,.%Em‘ﬁ%f%fﬁf’“ et e
* Asciminib # £ ¥ & X d X 40mg & F X - X 80mg B = o
B e W

\"‘b

l. B HERY EFE

Tk S AT 0 @& % asciminib J5 e A 4P ¥ & * bosutinib s 4 & §
{3 a0t o>t % 24 12 & 2 3 F &(major molecular response [MMR]*» pERC
AR AR ARG TKI s ? 7 amlp A £ 58 ) &% 242 & » pERC
# % asciminib +* bosutinib § g v bl 4 F1F L F Rk ing o Bon T &

TR & frid 4 £ & (real-time polymerase chain reaction ) °
S ARAFF s (BCR-ABLIB<0.1%) > 2 %38 F 0% 24 52 0 4 il § i & peenifa) (84
F e FIE e R F)H O ) o
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At H o Asciminib 7T B BB A hE R ¢ FRFFES D ABEA i Es
o R R RS T G G LB Y - RIS 5 B
% % $50,000/QALY gained i/ T > asciminib F "# § I > 26% M E ¥ & X h

j\"{ﬁ )
2. AR TR T DHIER

pERC 1 & %% - 5 % = {1 R i#% (ASCEMBL )~ - 78 % — # B it
WS M E - 35 d 4o £ % 7 (Novartis Pharmaceuticals Canada Inc. ) #& % shiF 4%
WAt e R Z DS HRRER I eBdg L AL T () 2 25
FALEARBE ko e () & 4f 3t CADTH $30Ap $R sk shiRk g5 2 355 ©

(1) & 4+ #:2% (ASCEMBL) =%

c APET I FRAIER[FpIE (5 24 FENNARLFF ) 7 BHADT S
£ 1 % 'wz i 8 F & (major cytogenetic response, MCyR ) “i& 7 4 & & 45 »
PRm >t AP > asciminib o gL § e 4L R >me R R R

(CCyR) g Ao FIL T R 7 % 5% ¥ asciminib § ] o b b > B2IE1E G B
SRR R F O A A B o b4 bosutinib R iE# § R TKI ISR 0
A BlRGE o 2 FIE AU TKI A 2 JB S Ik B oy 4 v BT RS
Flet & 47 % % F oa ¥ asciminib 3 ] o Fif RSB E w ﬁﬂ: (logistic
regression) &t {é > BT B R AL TR0 o

o AR AW G S Hop 4 4L MCYR slichh 0 FIR A e f 9 15%:0
o 4 A REIGEATER b £ 4 R T & B2 {2 BCR-ABLL 5t b s
MCyR e g i (FaR R A 47 > BB 5 B4 2475 - R o

o Mt T REONR e LW A HI L RRpIHREF AT HNE T gk
FRIREFSEPRE (¢ 225 8F1 RS FELTESE )

e ¢higfs : ASCEMBL 25 #-5 5 T3151 & V299L % m)]% A #“‘f N -
BReg el o

: :'f*%%i%>+‘r PRVA G CREATE D L RS (ot AR TKL A Bt @

S IR BB R R ) 2L AR B L B 7 A
&g 4t > CADTH *T#aniesk & 7325 S5 7 h 1 975 L% o

o P itk R& =k ddg ik (MMR - CCyR~ G F ~ B BV 5~ 27
FOFLFApMME 4 p a3 5 £8 gtk a9 ’ér_fé%ﬁx}mfv
M EA TR AR T EZENED NS

h

E-D
& A

-

% CADTH 325 B > & B 5ol 5 2414 A ¥ 3 > & pERC 325 MMR hic g 22 £ 9
i AT o

ARMmEREF R EF R e A O F BRSNS m RE B LT F ALY 7 A
35%:hime B4 B4 ¢ RE[1]

¥ CADTH *t3= % 2_ p& » ASCEMBL 2% 7™ # % F % 96 it MMR & % -

=
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o 25k %% AT asciminib 4p $1F bosutinib 7 i s L s 4 ehd A SR
Ra F1a EQ AL #E £ 4 (VAS) 3 ASCEMBL 35 hif & dpth > 2 %15
Wk s BORERG Tar g RS R G LR

(2) B0 R T 35

b £ A RFEHRE- 7 M A %% 549> ponatinib ~ dasatinib > 12 2 nilotinib
FRF LR 0 S BGR E eEsk & 5 0 ASCEMBL 2%k (&%)~ ¥ - b
PACE #% (ponatinib ¥ BF3#s% > A #ici 203) - P wompEPyd A7 g

(# * nilotinib & dasatinib > 3, % #iti 26)> M2 H - ¢ wehw iy (@ *
dasatinib 74 #c 5 24 £ ); Fiiptke %2 B2 fo% L B2 5HMMR fr CCyR
Wk ey Bdp AR TR AR L ¢ o pERC 4ME AR BRI T 3R

ProFF2 Y d N L EREOREFER AT OB T M2y T

(unanchored )sPfF Fe vt = 7 A 4509 300 2 A% 2 4 L B

Fpt P4 T asciminib B2 4 PR EE S eAp S v [R5 0 GlAodt A B G RN

Fropfs g i By 3 R FTREA( EH R LT HTFF )

L= R g P e B 4»;’;]7 129 S

o R % @‘é‘iﬁ—*‘#& BeenflF d vt TR R A & kg ASCEMBL i#5% A
%%ww%ﬁ’aﬁﬁfawvﬂwwk% FEB R LR R R L
i “*’d”ﬂkmﬂW@Wﬂuu**kﬁiﬁsji’ﬂQW%ﬁ%W
= mﬁ%:ﬁsﬂ EERCETEARE o

s FE ARl RSP IR T G AY [ REFGEEFAY TR

ﬁﬁ‘»{kﬁi#}i # A1 E% 4o nilotinib @ 3 0 B E-E P edp A B d -

BEftiEgk® B¢ &G 6 s 4 &% nilotinib ehin R o Ft 0 pERC s o

asciminib #p $+** ponatinib ~ dasatinib > 12 % nilotinib 3R T jF v i o

3. :}?ai,ﬁﬁl

T SEELLIE R £ R REY & :])%fé’a ¢ (Chronic Myelogenous
Leukemia Society of Canada) fr*c £ ~ ¥ = % {ré & Jsth § (Lymphoma and
Leukemia Society of Canada) % 4c £ ~ CML %% -

1o % WA 2 n TR S fiop A P L WP HCML F & B FI7 i
4R 4 L AR UA D F 2 %

IR - Iﬁ WP FieRken TKI &3 SR F* » & 7R g gL
K~ A3 Mok R ‘“F‘}? ~ Rk '\? ’«"liﬁ&ﬁﬁj“ﬁ'—%ﬂﬁ%;%‘Jf%ﬁ"‘i’ﬂ'ffﬁi&
A EETF RBP4 2 BB 3 IR BT R

BAAGE > UE AP FERLI T - TRRAGEL A AH T P R R B
B PERERGE S A& A i AR PR S W X R R Y
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FREDELT - FARIEEGTFEY RFABSFT R RET 2R
FAEAEYER - 9rF £4cB AT F T asciminib e g A SRS B e SRR
PAAELG Do B P2 BEF X7 501 CML s A B & # 5

4. 2v ¥

|l

* pERC 3n3 W17 A § LJ§ ongtdf £ 3% asciminib * ¢ 4esd 8 & & (14 e 4
Flpt Av ik #p 2 8 9 CML 7 i * asciminib °

o ¥t Awm e BEXiEA MR TKI ok ® LA NSy ? Ji. “féﬁm}?a Ao R iphiERE
"EF R A R0 ¥ a3 i * ponatinib 0 @ asciminib ¥ % &t IR 0 o
EIE o

o P oWl &MY 4% < i bosutinib R £ 4 BT m}?a A 12 asciminib o B 2 3RS TE
oo pERC PR Wk ® g iE 0 335 d 3% bosutinib frH v - asciminib 2
TKIs 54 5 4p i > FP 308 XA #8021+ TKI (¢ 7 bosutinib) % pr#t 4
ﬁﬂ"xm:]}%4){@€’/}p P TR o

o HHETISIRH R d ¥ LA FALERTEFH -

(=) PBAC (i£#) [12,13]

R PBAC 2022 # 7 7 {02022 & 11 # 224 5 M AFZ B L anPffFd »
,E/’l}’g\r;a F‘]/kE‘ PrdarEFE LIS MY TKIL 5%k 4 et 7 mf X el s
PP iﬁl‘%ﬁCML = A A AR B ‘i%}: [EREIE %\#E“f £ T3151 ?{f)‘zm}?a Ao B
&ﬁiiﬁ%i%%ﬁ&‘ﬂﬁ+;A&EMm;ﬁ%’»agéﬁik#%
T31513‘€5’%éﬁCML:]}%’\ ’Ei”ﬁﬁz’f‘é%m:}}% kg & ﬂ?{f’%m}?a’\T
7 I Ve PBAC 2% #-5 BRENLHRILBRF L7 23 Hmﬁiﬁﬁ
T3151 % )]% A eAp B TRfk #E 5 14 £ 3F asciminib fr ponatinib 77 ¥ bt e o

\

FIRMRE EATE UM TRA R B LA AT T A0 20222 11 7
PBAC =3 223k idk 7R 23k DF iR ™ » #- asciminib $h » & #* 3200
B Al

o ZoRM P TKI a4 pedd 2 afX X0 2 2 T3151 R % » 2t & 148 (blast

Vo5 G TSI R #hym 4 > & pIRY asciminib A £ 5 200mg/= > & p A =0 5 A& T3ISI R %R
%% pJR* asciminib & & 5 80 mg/x
X gL TKI i imatinib dasatinib s nilotinib e TKI jo R 4 prE & 2 F &0 FiE— 15t

(D #ZinfF s @ g t(@binhi 3B AEMNLRFF B & F O EinfL®
6@ﬂ¢,u%ﬁﬁHbﬁWfﬁﬁ%%%$ﬁ13W%H w’@T%éﬂgmeﬁ
BEF oA EOhis BT 12 B0 (8 A E P & i MCyR & % 24 % BCR-ABLI

_ﬁﬁ?rki /J\ N 1% ;
(@) % £ TKL o 8 B - MCyR F fif & (% &> ¥ 2 45 87 ACB 35%:h% 55 2 & 40H 2in
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phase) YN B L CML = A g5 4 5 12 %
o oM TKIaR A peet 2 a2 70 & T3ISI R & 0 2Lt &2 0 35
Ff CML # 4 5 4

AR R P gAY okt FAREE RS A3 E (PBS) A et TKI
R EA R I8 B %:\sﬁ U KR ZORARRE U P R
L EFFE T MCyR & % % i & ig BCR-ABLIL snf g5k T ) 50 1% o

gt R R AR AT TSI Rl il CML s ~ &3k » B4
T DR R RFEAOREE N R

(1) %4 &
BB %% nilotinib % A £ 4 % ponatinib : & & %% & - PBAC ‘fr =
&% % i ¢ (Economic Sub-Commlttee) Plza s o ¥ 3 2 T3151 m)]%

dasatinib {v nilotinib % 3 ¥ it 4% 5 o

Q) A BRI

d % bosutinib A ¥ 13 > PBAC 1 & 4 M ff & 2 0 0t A
s 54 R TV RAITALERY ¥ = g R E% (ASCEMBL) ~
nilotinib ¥ &% 7 (ENACT #% ) 14 2 ponatinib «1¥ &%= 7 (PACE #% )
7 AL ~ 2445 T (unanchored ) eH R vt g 1 & B % 41 5 MMR - CCyRe
PBAC %% ASCEMBL :#5% 2_ i A b % (risk of bias) & % o

A. #p ¥t nilotinib e 2%

Asciminib #p >t nilotinib 97 % Mt e 5 Ay~ A S B Bt oo

%),
(3) * TKLipp B » A5 3| en F F gif 4 (% 4 /% BCR-ABLI i £k T 3 3 4
I 5% EAY S pFEIL BCR-ABLIL + %Y 0.1%) 5
(4) %@ TKUSR E— e 4 0 Hpaam gl s i
(5) #rig ¥ CML © TKIig B B NRAp B it (R& S ¥ 0 o Siwiedio s §iwiedie s vhig
P3RS ] AE e 50% 4 ) e
Y BB AR B ¢ asciminib ¥ & P~ {8 % 3t 4eiE #P (accelerated phase) &g e 0 e F e i ) ehfe
Bt Adieb > PBAC 2R 1 iF 2o 3 i 2bgon G e £ o
z t“ w TKI 45 * imatinib - dasatinib ~ nilotinib + ponatinib °
S o - )ﬁaﬂ’féﬁéf? °
bb i3 24 % 48 B2 > Tp%/'%i o0 TKI s AR SR CML B d &5 iR
FIb 45 2021 e FALE B RATE 02 imatinib (F 5 = et B BrH B 0 e BF nilotinib
{r dasatinib 72 — ¢ * G0l Gs BB o Fpt o A7 fRAk fEH T 0 imatinib 7t 5 F AL 0
il 5o PBAC IR 5 0 H3030 4 Ji 4 @ % > asciminib 4p $33% imatinib ¥ e ERCE T ok o
© B R ECH ~ Gilesetal GET TR T AT 0 PR T ASFL AT TR B K E 2K
Y TER T VR RTE
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Wk kiR
e BB T F AP 00 0 4ok w8 22 1B TKI 3 #ik (ASCEMBL #5% #
)~ ppAagEraoE T (ASCEMBL & #E ) » & % f:;e—-k’ 88 i Bk i (ECOG
PS% s ASCEMBL #Z% 0 4 Gldg ) o B RE & MMR Ap iR 7P AR
ENACT 2% ¥ iz R 38 F S % #¥ B 70 g 2 2 7R 2L L dp Tt %

BIMAE R PRI B R T o F;&—*‘ A TKI hde i 5 s~ g =2 E7ehp
o 8 X s i R o AR #\ﬁy LmMMR I B S S %%ﬁﬁ asciminib
£ nilotinib & ¥ ﬂ\ B s P HFLR R BMWRE A R RERE Y 2R

& 5 ASCEMBL :#% v ENACT #% o = 5 #5530 £ & chiL i 45
AR B

Y2 8% o & CCyR 345+ 5 » ASCEMBL 3% & £ %A@ 2§ CCyR F Ji
gy L7415 0 @ ENACT @23 24975 4 #17 CCyR > H R B %7 it € i

% ascimnib & £ - CCyR Ap &R FREERTF S B L8 %
%+ asciminib o

ﬁ.fu;’L ..‘L g‘ &'F —T }1 ?

PBAC # ¥

1 2N 2w
\:' P R

% » asciminib #p ¥+>% nilotinib 7%
R e A3 1B 42 (transitivity issues) ~ 2 1755 % enfg @ ~ 32 72 7

T O B PR
¥ pnTed

# (margin )~ W ey BN A R R BT AT R ST enR EE 2 AN F
HAAE o aRFeEEF AR YR iﬁafﬁ“m%‘r&b‘ﬁp CML ¥ 9 %

’73

» PBAC 3% % asciminib # % >% nilotinib #7382 237

nilotinib [ # vt s 47 iy e £ T o

v ° 7 B asciminib 4p ¥t

%I asciminib 48 ¥ nilotinib (I 3t f s 47 (3 * ASCEMBL #5247 454 17 fv

ENACT #5% )
Asciminib | Nilotinib AR i OR *# i+ RR ¥ it RD
N N 95% CI 95% CI 95% CI
n (%) n (%) P P P
RfL& A5 F % (MMR)
Asciminib (% & >2 & TKI) vs. nilotinib (ENACT #% > 2 X #F > w5 >1 & TKI)
¥ 243 | N=157 N=168 | 1.13(0.69, 1.86) | 1.10 (0.76, 1.58) | 0.02 (-0.07, 0.12)
61 7) | 43(27.4%) | 42 (25.0%) P=0.62 P=0.62 P=0.62
%483 | N=157 N=168 | 0.92 (0.59, 1.45) | 0.95 (0.71, 1.27) | =0.02 (=0.12, 0.09)
(123 %) | 55(35.0%) | 62 (36.9%) P=0.73 P=0.73 P=0.73
Asciminib (% 5 2 1 TKI) vs. nilotinib (ENACT 2% > 2 FIX 3§ > #.55 >1 # TKI)
%24 % N=89 N=168 | 1.45(0.82,2.55) | 1.30 (0.88, 1.94) | 0.08 (~0.04, 0.19)
(6% 7%) | 29(32.6%) |42 (25.0%) P=0.20 P=0.19 P=0.21
% 48 % N=89 N=168 | 1.16(0.69, 1.97) | 1.10(0.80, 1.51) | 0.04 (~0.09, 0.16)
(12 7 ) | 36(40.5%) | 62 (36.9%) P=0.58 P=0.57 P=0.58

W ECOGPS : ¥ W& 5Bk Tefk A7 1 & 17 2 34l it & & 4 #c (Eastern Cooperative Oncology
Group performance status ) °
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Asciminib | Nilotinib AR i OR *# i+ RR ¥ it RD
N N 95% CI1 95% CI1 95% CI1
n (%) n (%) P i P i PiE

B8 % > % il @5 F B(CCyR)

Asciminib (7 % >2 i TKI) vs. nilotinib (ENACT #2% » = 5 > 1 % TKI)

¥ 243 | N=103 N=1422 | 1.88(1.25,2.84) | 1.52 (1.19, 1.95)
6B ") | 42 (40.8%) 381 P=0.003 P=0.0009
(26.8%)

0.14 (0.04, 0.24)
P=0.005

‘1}1*‘ #® ! CI = confidence interval; OR = odds ratio; RD = risk difference; RR = relative risk; TKI=tyrosine kinase

inhibitor e

B. #p %> ponatinib R 2T

B >t asciminib 4p ¥+3% ponatinib 97 ¥ 0 R ¥ - KEF A& 0

ASCEMBL :#% v PACE #Fant i 217851 A SRt afFRT >
asciminib 4p ¥+ ponatinib ** MMR f= CCyR et e A 3 BaF £ £ o %A 78 %
# & PBAC £ #%> 3 & H3u5 B4 b £ 3| ﬁsﬁﬂ%%‘riﬂ 2Er-
e3F {5 49 B F] 3 iR ponatinib 0 F]p B E VA 7T i X DIRE o gt b
ASCEMBL :# % %‘1{%@% j T31SI % % CML 5 4 o ’* Ao ,53/”' &
ponatinib 5 4 % 5 %3 T31SI %k % £ o

@ asciminib

R+t B - % if 4k PBAC 2% > # 2% CABLO0IX2101 5% (i€ #
asciminib ) = PACE #% (7 * ponatinib) » & T3151 % % ik #icdy > &7 7
Fr o, 247 MMR fr CCyR 0% * o1 asc1m1n1b 48 %*% ponatinib A 7
3 o PBAC B2l 24y e 2 ASAFOT R RE T
asciminib 4p #*% ponatinib ** T3151 % % ¢ CML B h o
frx 2L R -

¥

P FE R R BB
IR T TR R %

C. ¥-%E 2447

PBAC # # % asciminib 4p #f** nilotinib # ponatinib 7 $& if % >} 2
PBAC i 1 ASCEMBL % # - asciminib 4p $+>% bosutinib iz e 2 2 F i ~ jk
TFAAER REFILFEZAELNEREFALR - 0> ASCEMBL #&% 1t
2. R ¥ % 0 4p#>T ENACT #% - PACE 2% > { 5 #45 » ¥ 7 ECOG PS {
1 o PBAC 305 24y T2 A A BB L 2 7 > &% % asciminib %
>R nilotinib e o BEIRE 0 T FHdp T &2 L #F asciminib Ap T
nilotinib #® ponatinib F AT HE 2 o B R T AT F - X E B A
asciminib # nilotinib 4p $+% >+ 5 FE A L o

;HT] 1‘]" °

OEEE TR
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PBAC i & F r A R A O I N %E;E A R (health care professional ) ~ ¥
= # £ € (The Leukaemia Foundation ) ~ /£ F % J&Jz ¥ ¢ (Rare Cancers
Australia) > # 4o

Tﬁ EARE o BB v TKI J5Jk 4 e /R ™ > asciminib # & 4p 4 P
ﬁ‘r"’%"( e F s, e g8 v /r”%‘lﬁﬁim)ﬁ?& 2 B B T&H‘?&FFF
3% 5 0 asciminib endt % 2 3T imatinib (12 % 5 g & (T & 3 ) 2 dasatinib ()2
kR e A T )0 T RSy R Y o (leukemla load) ° Tk
FELR I frAm e TKI 4a vt > asciminib § #23% m/,>+; o TR F RS
-‘]954*"-1' asciminib Gy 5% F B L R o I'EL”K/»}:}}%’\? A ikdF o ¥ ?@:}?@’\ €7 P
¥oRliEr o &H*F?F*z\ T2 daR v TKI/af o 3 hink > %2 B WA

E’ﬂ)]% A > ¥ asciminib § 24 chdt % ']i o

BALL 6 BEH R TKI & 27 BER T K2
Asciminib & F 2@ T HIn R RO TR E Y 0 T A PR

* o

(=) NICE (# &) [14]

@R NICE »+ 2022 # 8 7 4 % — (> F o f $3= 5 4 £ > 223k #- asciminib 3
BNk EA A TKL is% 0 £ & T3151 ;‘Eé%ém&'wﬁp T LI RS
Pz B d e o~ AR S RF AR FRRREE S APM TR B Ao

T o
1. ZREHE

-y S A e TKI ek 0 & & T3151 R % cnfi (248 %‘f W44 R
F 2 % e o :}Iis w5 & 5. 7 bosutinib ~ ponatinib - dasatinib - £
nilotinib e # T ;5K iE I ¢ 7 B Wiz w2 4542 (allogeneic stem cell transplant ) ; &

SRR RETEY T R LR SR = EE LT

Tfk 375 & o asciminib 4p $13% bosutinib F $4F o o< > (2 E_ asciminib +*
bosutinib ¥ #f £ 4 & ek 2R L5 AR A o MRV A 45 asciminib 4p
Wy TKI 2 Ap 04 o 7 P i ’ﬂwwﬁﬁﬁ#$%ﬁ;@ﬁ%%ﬂﬁ 3 B
4o A o NICE 4 £ 3 A% F B3 8% 2 FRAN AR (NHS) 7
BE PR R B

2.

o

Y
Y e
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3 CML e R £ 38 ¢ 0 i % A i * = 83 & ¢ TKI(imatinib ~ dasatinib
fe nilotinib) Jf 0 & 2 AR & B F BN S PR FISHEE S F bosutinib ﬂfr
ponatinib - Imatinib &_% #ic X 5 % - R p B > FP T2 LY 7
nilotinib v dasatinib P|id ¥ £ % >t 3% R F £ 3K asciminib enfefk 3 = 0 T % =
ML B i B 2R ioR g A % ¢ i€ * bosutinib> @ ponatinib P
i * 24T bosutinib & F FE g Ao ik G 0 B2 XX imatinib 12 ¢h e B E

L BEfen$d %o (2 §_bosutinib f- ponatinib 3 asciminib i & g% d 5. o
3. EPR TR & 2 PHIER

4 M asciminib * ** A 4501 b TRLipg o 2 & T315I 2% ol 1.0 3 5 2
¢ REIE Mz R F R o -‘])%i‘?" 71 & kp ASCEMBL #Z% (40 M Bcipit i
AL T2 (2 ) 2 REFTHEAM 2R ) FRAR GRS ¥ 24891
LA FF & A 47% % B or asciminib 4p ¥ bosutinib § # & 0k & o TP b=
£ 4p in‘?ﬂ;‘"u > B F 7R T asciminib F o E S % 0 Ra N EM G A e
AT AR FlEdyy A>3 A a501m1n1b WL L hirck LG 7 A
T

£ (

o

|

FRRE®E- o a2bey 2 e B R B #8247 7 (matching-adjusted
indirect comparisons, MAIC )14 }* #& asciminib ¥? ponatinib~nilotinib- 12 % dasatinib
AR AFF EFAEI SR B TE R 4% (time to treatment
discontinuation, TTD ) > §# Z F# % & - = (ERG) 323 T indy Bk “TF PR 4p 4%
WRASA AR AN R AL g R T - R Ft R i TTD 4
ﬂvwﬁﬁﬁﬁﬁ%ﬁﬁﬁ%ﬁwEM}mﬁﬂzaéﬁ@$?ﬁ§mg§ma
¥4k 0 3 2 % asciminib 2 HMRN®#cdy FALE ¢ chf v TKI 32 {70 & > A 45
4% B m asciminib ¥7 dasatinib # nilotinib ¥ & P Frenf B gy To £ B ¢k
MAIC % 47 0% e 2 ft > s £00 TTD dpikehs 4758 % ~ 324 1760 B s
2 S B ARE WG - AT A REPEIT T LR E RN IRPRY
SR R A T B Y R o AP S R R AR -

4. :}?ai,ﬁﬁl

CMLﬁﬁ&ﬁ#égWéﬁ@\agzﬁ\w%+~A%~?i\&ﬁ~%
PE-~ PR~ PERVIRGE S UV RR S oR R R R el A o i 4 B RITRP AL
VT L CML ¥ w123 & B2 4585 ¥ 30 {7 eh TKI th’** TEBED WAL HY
FLeAE T 0 MR DR KRB F I RYL UL CML dps A R Bk SR

 HMRN : & ;% & {45857 7 % % (Haematological Malignancy Research Network) % # & York
SEETARE 14 ﬁﬁ?@]@]%f&f@%?%%ﬁ@ﬁﬂ{ CEEF MG S BT B ¥ R
Ml idppi N2 BRALE R DTRES 7= F - REAAITH-

T HMRN #cdp 38 R ¢ @@ * ponatinib 4 #cF *T > F]p* A F ponatinib eh4 4748 % -
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S N

(2) 26 FHTH

R F R
(1) SMC (gt §7) [15]

FRit i SMC 2022 # 10 * =4 5 B & % % 5o 47 £ - 22 3% K-asciminib
FrBAE N R BY @ﬁ}‘%r}&y e CML g5 4 0 s 4 A ELA N TKI
e T2 AR TSI R® ) PR A AE RS W OIRE REPAED
NHSScotland 5 + * %+ {r']%_”v % (PAS) 23k 7 0 &1 & & { M PAS/

M % i B o Asciminib # & SMC 74 52i% 2 (orphan criteria ) ¢

SMC %% if % 2- v #% 5 bosutinib ~ nilotinib ~ dasatinib ~ ponatinib - SMC i
% %<4 ASCEMBL :#%fr— P FRE & EOF v s 7% % - SMC 2%
3% % asciminib # AP ¥ H U TKI # F efd g5 % - ¥ ASCEMBL #5 chs 47
HERET N 24 3F 0% 96 F MMR 4 475 % B o1 > asciminib 4P $4>% bosutinib
FTEFRARDIRRL PN REFLRENTAA-R O FHFZ e v T
MANXEFH LTS TR - R ek RRa o T&H"}i‘%'ﬁﬂq}s TR A FE
T > & 7 asciminib 3t % 24 3¥ MMR A 7.5 % M2 5 4F A cpFIp dp ol b o
AP mREREEFAERE IHAE SR TEREOTRED FE
Fgd (FHEETF TN rﬁéﬁ%ﬁ’ # % bosutinib # 4% 3 asciminib A & & % £ 7]
FHR) FHRVREFATREFLFBA IR RFE 7 HBEORE E%R S
By T nflgg v s 21 /V«J,v?f.f? b R A R n o R R IT A R A e
Bor A ATENA Bob S et anIg p »ﬁ LN i;é‘ﬁﬂéw@&“ — 3R IR YR ZREEAT
R ERELEF R PREATEEOEER - Ra > RREIRIEL 5
PR A SMC 3G TRk ER AT &L e

2. RAFTOHREAM ?),%
(1) 4% = 2
A 3F £ * >t 3F Cochrane Library/PubMed/Embase 7 + FAL & 2. = j2 P e
T 5] PICOS #5405 (5 (2 » THF 4 & A2 RATE L A FET 2 4

¥ (population ) ~ ;> = ;# (intervention ) ~ K > ¥ P& & ( comparator ) ~ f ><ip| £
ip % (outcome) % #7F K3 8 2 2 (study design) » B 3% 0% 2 3L 4o
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Population e AT B LA B TKL iR i 2 8
R AR LS IER IR VoA

Intervention asciminib

Comparator A®

Outcome A KT

Study design | “C1* ¥ 3# 5% (randomized controlled trial )~ 5t
= /F”v w AF (systematic review )~ 5t & 4 +7 (meta-
analysis ) ~ FF 10 fe s 47

% B+ it 2. PICOS » i% i Cochrane Library/PubMed/Embase % < FJ% TALE

32024 & 1 % 24 p ok > M“ascimini”ia s MAEF B FIE > EH ‘ﬁiup 5 el ALY

~ o

(2) F

32024 & 1% 24 p ok > uwm ik R 4EF B (THFH > & w3t Cochrane Library
#3556 £ F4 > PubMed 3] 119 £ F#L > Embase 7 3| 380 &£ Fil o iz 4 2
Mf—rwrm R $pEag> b~ 250 Hohop ~ 225a e b TKL i@ % %
HAFIH2:ZL ‘ik%*%%& Hjpie* 2 A7 ~ Ak AR ii\"fﬁ%‘f—‘z
DRG0 LR BRT R R G 2 kSR e g i (e R LT ) &

WL R RAL AN B S R 9}&;Q/§J<Lf"#9§‘f},§f eI }_rﬁ;’f ?1
PO s WRERLAMAY 3RS MAFEROF R o 2t 30
AR PROR 2 TRk By 0 AR AT AR 0 E T2 By A e An BT

° TREEKR 0K IREERT }’% % & % 7 ASCEMBL @2 (NCT03106779 ) 4~ 7
asciminib 4p ¥+t bosutinib e4p ¥ 5 »2[16-21] 5 B ¢ - 3 B 3 &30 % 24 3% ~ 48
ﬂ;l 96 X erfp ¥t v 172 %[16-18] 2 K = 2 /ér-r»?frlﬁ"’ [20, 21] > ¥ 5 1
Fos AR AR S RHEAT[19]0 S P o d WA A Jﬁe;m,e
B3 ﬁv}%:}gﬁr ARE LG ORATE R AL D S A WEP IR 2
BOEEF AP AR 2 o

o FREV AT 3K F4EVRF T 5 4 17 asciminib 4p ¥ ponatinib ~nilotinib>
"2 dasatinib Sdp $g oA 47[22-24] 0 3¢ 2 K 5 T & 2 fR[23,24] ¢

A. Tk 3E5[16, 18, 20]
(a) 353 34 [16]

ASCEMBL #% (NCT03106779) *t 5 B % ¢ o ~ B3N8 - B2 MR
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TR A NS Z W TRk 5% 0 F Novartis I TRT o R BE RS L £
> 18 f g 148 CML ko FEFS  TKL s R & pe (7f #+ & 2013 European
LeukemiaNet [ELN] #& & 8 * = 2 & 5.2 &8 88 ) N5 7 en TKI I # @ % o
@ P ) BCR-ABLL B end &k T Jf 5 >1% (5 % 7 @< ¢+ » ] BCR-
ABLI® > 0.1%) o % % 57 BCR-ABL1 % £ T3151 & V299L % % - P4 ot

B2 ko

= ;éﬁ 20 ] ant BIAEES A % T asciminib (40mg - # X & =X ) £ bosutinib
(500mg> & x - =t ) ¥ 2 AT @i & wied BFF g (MCyR) &7 4
AT PR ;éﬁ Z %t bosutinib ;5 & 227 2 asciminib 0 5 & 2EF] AR &
e (Gl4eF) A @ X ek ) ™ 2% bosutinib » |7 ¥ iz *  asciminib ; ¥ ;é"ﬁ F R
bosutinib # * asciminib i #7 & f o eI Bl F po~ LB 24T o

P B R R i ¥ 243 & 45 F & (BCR-ABLI®<0.1%) > & %
FEE 242 W A0 G Ie R & ROl (A5 LR e FIE R R FL L 3% )
%311 Cochran—Mantel-Haenszel i& 7 7> AL a & 5 005> & 12 L &
e B F Rk F R A oA R R R B 96 A & A G F g
Hv=x & focdgthde® 96 Fenx 2w @5 F i (CCyR™) % -

(b) % 4 &9 FH[16]

2017 # 11 % 3 2019 & 12 % > £3+5 233 i=w /g fd TKI Jo o AT
4% % asciminib (157 ) # bosutinib (76 =) > > #c¥ R E O TR
150 A HF 292%% K Fe*® MCyR ¥ #& (asciminib 3 29.3% » bosutinib 3
28.9% ) BEIR S 5 ST A IR BV BLED| S Bine AW E T iR
4r asciminib (23 $& % 7§ 1 (52.2% vs. 40.8% )5 fdiT- &€ * TKI * 6 >
asciminib £ F # et | 5 2 A RS BiT - =X & * 9 TKI(37.6% vs. 28.9% )
AR 0 ] S BT - = TR i & 2% (60.5% vs. 71.1%) 5 1230 4w
M %  asciminib £ B 0t G EIFL Z RO * (52.2% vs. 39.5% ) >
bosutinib £ R 3 B 0t Glriw A Foenlis @ (47.8% vs. 60.5%) ©

(c) Ap ¥ 231 [16, 18]

g Jhof & prZ2_ FLIE *F\’Jb‘;z ASCEMBL ;é%’rfﬁ#ﬁﬁ‘ELN 'ié'&)?“r]’ ARRENTE- EE

s eHBAEZ B Y > BRI REF KL >5%NF SEEE B

o ok Bastsa B2 1 5 213 BCR-ABL1S>10% » % /&t >65%ﬁ”%’jb§f%’f’i“ 3

o o BN B2 ot 21 BCR-ABLIS>10% » % /&8 >35%ﬁ?$§b§?%’fﬁt“‘ #;

C RS E PR R LR FF A 22w A BEE B A AL e B
FOR 4 5 & 4R 1 370 BCR-ABLL % % ({4t asciminib ¢ bosutinib 1} Ly |+ ) ; i
FAXERAELFIF YA A B LI MBE e IRATHOL I MR -

hh CCyR: & 52320 ° Hhentgzh® » F 857 252 P[]
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WA p2pF (2020 2 57 25 P ) A7 T:Fé‘jiij,}\mt‘ I
492 > X2 2% 24 FARIRDEL - %‘ﬁi{us asciminib # bosutinib
el S E DA W S 61.8% e 28.9% 0 B Ak in iy P R W BRI A M S
37.6%F 71. 1% o ¥ 24 kR a2 %% asciminib & bosutinib st ] A 5] 4
16.6%7F-32.9%> ¥ L % * g 1% L F 2 (asciminib 3 4.5%>bosutinib % 14.5% )
frdk £ = (asciminib % 4.5% - bosutinib 5 6.6%) > 24 ik 15 ¥ L i ki R F]
FEER LR SO LS S

A & ocdp R4 19 % % BT 0 asciminib 2 fc bosutinib 23t % 24 Fehi & 4
FE S E 5 2548% 0 13.16% > * e & A8 MCyR k2 16 > 3 e £
5 12.24% (95%CI: 2.19%% 22.30% » P=0.029)° ¥ 12 5 $ & A 475 % kg7 »
DA MCyR ~ 5] ~ L3 & % s 112 BiT— = ia b TKI 0 R F2 15 o
#1182 MMR A 47 5% %2 % 8 MCyR &It 2 %% 8T 4k o

WM R ROk G 0 MR Y s 23 & (FEBL B
2021 # 10 * 6 p > asciminib %2 % & PFR ¥ =83 23.7 B * > bosutinib 2 %
7.0 i * ) PF > asciminib % fc bosutinib £33t % 96 ¥ i & A F F B F A4 G
37.58%F= 15.79% > ‘gHe i £ MCyRF i ts » 3 2L B 5 21.74% (95% Cl :
10.53% % 32.95% > P=0.001) - # ¥ = & % ‘I:}F] 1% > asciminib 2>t % 24 iF ~ %
96 ¥ 1 CCyR (4 47 4P i 5 CCyR eht 34 ) » 7 4p #F bosutinib 2§ it
L AP M BB RN £

%+ ASCEMBL % & /@5 #61 + TKI 55 2 B 128 CML J »c A 47 5 %16, 18]

Asciminib Bosutinib £ B*
(N=157) (N=76) (95%CI: P i&)
1 BAFFE RS (MMR)
¥ 24 i MMR +* | 25.48% 13.16% 12.24%
(%) (95% CI) (18.87 % 33.04) (6.49 3 22.87) (2.19  22.30 > 0.029)
¥ 96 it MMR +* | 37.58% 15.79% 21.74%
(%) (95% CI) (29.99 % 45.65) (8.43 3 25.96) (10.53 = 32.950.001)
2 rmef@EF B (CCyR) 1
40.78% 24.19% 17.3%
¥ 24 ¥ CCyR * & (1422 %
(31.20 3 50.9) 36.74) (3.62 % 30.99 > 0.0197)

PR ERER A R AR AT (GRAg RS TR 0 & foodp iR )0 45 % 96 % asciminib
3 BCR-ABL1<0.01%:* ] % ** bosutinib % (17.2% vs. 10.5% > A& F 5tk T ) o

UBRRE 3 LIRS R 102 i ip %> & - asciminib ‘2 fr bosutinib 3 &£ & K it 3iE G B
aul G 94.4% (88.6%3% 97.3%) fr 91.1% (79.5%% 96.3%); & & FER G & G2t b A B 5
97.3% (92.9%3% 99.0%) fr 98.6% (90.2%3% 99.8%) °
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Asciminib Bosutinib £ 3*
(N=157) (N=76) (95%CI: P &)
% 96 & CCyR * b1 39.81% 16.13% 23.87%
(30.29 = 49.92) (8.02 2 27.67) (10.3 % 37.43 > 0.0017)

*U AW R we R BE R RRAERD -

ta s s A3 CCyR m)ﬁa A (asciminib % 103 % > bosutinib 2 62 4 ); % = CCyR '* #]t195% CI #c &
ME LR AT P B & S AR asciminib ¥ 44 -
%P

d) % > P2 [16, 18]

Asciminib (£ 4p ¥*% bosutinib £ F $& X% L FE & 5] (89.7%vs. 96.1% )
Bz Bt b end U R ] (50.6% vs. 60.5%) 0 1 E jn AR B R E o
2 % (63.5% vs. 88.2% ) - Asciminib % 4p 4> bosutinib & F] 7% L F i 2 ZE g0t i)
# (5.8%vs.21.1% ) > asciminib 2 L ERi2 b0k ad X 2 S0 FRES
& ° bosutinib 2R 5 ALT®= % o

Asciminib . 4p $f>% bosutinib 2} & F Gt H|F 4 = &L g R E B Y

%1\7’?* Potd o T g (17.9%vs. 14.5% )0 2 3w o] RS (21.8%vs. 9.2% )

o Asc1m1n1b F#Bﬁ’“ bosutinib (3t = &1y b s L Jfg%; I - AN kel A 4
P gkEAFLE (1.3%vs.0%)~ = a4 @ g™ (71%VS 2.6%) > "15/3]1
pEma g (64%vs. 2 6% ) *TIN L IE PP RRT] asc1m1n1b ‘e P ¥4 3% bosutinib £
3o A 5o e ALT 2 8 (0.6% vs. 15.8% ) ~ AST 2 3 (0.6% vs. 6.6% ) ~
VURL ki ' (creatine kinase ) (1 9% vs.5.3% ) o “f.} i ¥ % AP B 4p 1% > asciminib
BTG B v BB R IR E ¥ ¢ (arterial-occlusive events ) 3 2 5 (3.2%
vs. 1.3%) o

Asciminib 2 fv bosutinib 4 W3 4 BRBEH{r | EXFH ALY E
= > 2 s asciminib BN R W R s RAEZ S AP 0 F 2 B RH A HF
SERREfA R R o= > T b 2 =Pt iR b asciminib J5 R 18 3 B DR S B
5= bosutinib £t @4 7= R FIR| 5 poak fE ik

NEHEHIOFZ (SR BN AFE 2 0T E R 24 F A2 5T
asciminib £t = B P a2 A F E L R R TG R M gt b (56.4% vs.
68.4% ) > Asciminib 2 ¥ L= Bl b end AF #0580 ER R (224%) e
F%’ Poid m IR T g (18.6% ) bosutinib P A V‘% Pode w3k T o (14.5% )
iE (10.5%) 4= ALT + 2 (14.5% ) >+ #*% 2% ¥ i* > asciminib f 17 BLZ ] 4p

¥ Alanine aminotransferase » 3 ¥4 it 4p B 4p 1 -
& V‘%’ ¢ 46 & 3k 4T gz (neutropenia) 7 5“‘%’ PoMe g 3R T g F“if--’, e o sREOR S 0 2 V‘Fe,’ LN
m BT & EH B o b o] 45 R Y g (thrombocytopenia) 7 ¢ s ] R Y fod o] B B b o
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4 bosutinib 27 # B F 4 5 (5.1%vs. 1.3% ) > FEREK P BRI = FiEo
%> asciminib £ % 5 = > bosutinib £ 5 2 i+ o

(e) 2 F &+ [20]

AREFPAITARR T e fAp 5\‘-%13’3*;5'1’1:])% TR A T B -
MDASI-CML ~ EQ-5D-5L ~ PGIC-CML ~ WPAI-CML™™ > ## 7 P & p¥ ¥ 8k 5 2L 8P ~
% 4-~8~12~16~24~36~ 48i’%“)j‘ SRR l>+‘r£&p:f\48itawm4
BT R AT o RGBT R AR L B o

* MDASI-CML : asciminib 2 4p ¥+ bosutinib *.*> MDASI-CML R % 7 # & % IR
IR P A YERNEC~NA 2 AR P H P X NEIHTES B A FER L
217 (95%CI:—223%-13) » & T&H‘ LERIDLB

* EQ-5SD-5L: & 23t VAS ch~ e L B 5 39 (95%CI:—05% 82) » Al ¥
ES

* PGIC-CML : asciminib v bosutinib £ 5 ik s2 & vt 5 & %) 5 47%Fe 20%
FRANFEF R AR A BN % 4814 2 Y gt B ¥ % (asciminib f 3T 50% o
bosutinib 43T 80% ) °

* WPAI-CML : asciminib 2T *% 6.5%¢7/% # [ 7% > bosutinib 2 T *% 1.0%75 #
R d 2 A8 5-55% (95%CI:—-11.1 2 0.1) » xEHFL L - 41 (T
423G P TR X PP W A (TR ?‘;éi—*‘ Wi (asciminib e qe
bosutinib f 4 %] &5 27 i+ 8 =% ;é—*ﬁ ) e E‘uﬁ“' | asciminib 2 F #iF
a1 w421 (95%CI:-1293287) » AEgFALE o

() = A 5.5 % [16, 18, 19]

R A MCyR A ~ M%)~ fE% ~ #d4 ~ B% BoiT— = TKI 2 R 7]~
w0 4 TKI o 58~ o %% ~ BCR-ABL1 #_7 R® % ~ BCR-ABL1S>1%# <1%

G

* MDASI-CML : M.D. Anderson Symptom Inventory —CML » 3=z CML Je x4 p # 2 7% v+ 3 »
¢ 7 134" R 3 BBl foicf oo gk o R 748 CML 4p Mgk de® e 5 7 o= e sk
WOMP W iEE T AR o FR ARG LR FER A (01 10 4) T IE 0 A Bk
FOOEAERA DT RARRAERE IS L SR TREELLEE -

* EQ-5D-5SLVAS i d S5fmefr SRR ottt 4 MERFHEEL (03 100 » >
100 2 5B FiE ki) e S BARERETE - FtEX T NREREERTR > N T A
AhTRAEERARE o

¢ PGIC-CML : Patient Global Impression of Change — CML > % H 78 & % > 3§ I i A Boe B
{6 CML s kec L 2R (02 74 AHBARFAEL » ARAFATHR 1L 3L LML E 44
ARSI TARBEEN )

* WPAI-CML : Work Productivity and Activity Impairment — CML » =% CML ﬁ 71 i’rffrif HE
Bocil 4 (PAEEE S % RIT) HND A eap 4 §EGZ BEA M R4 R
- ﬁ;/pﬁvfﬁfﬁa A BG 100 A T A Aoom 0 A BARB G ARG (f B AR )’ 2 15%

Bl TRAEELRE -
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BEFXEFEAIT[16,18] A 172 % &7 # #H>T % 24133 MMR 23t % 96 3¥ MMR>
KEHASP LRSS p BB FEROEEA RS - RO X P NS X EH T RER
3| asciminib (2 4p ¥t bosutinib ¢k *& £ £ 4 4787 asciminib £ it & R
Bilde o 3t i * BiT- X TKI 2 R Fl 5 4 2 Jf s0en=x 53 > & $7 8 51 asciminib %
10 ¥ bosutinib 2>+ % 24 3F MMR 74 £ 5 15.5% (95%CI:53%3% 25.7%) > %
96 i¥f MMR 7% B % 23.1%(95%CI: 11.5%% 34.7%): ** &L ¥} BCR-ABL15>1%
eN=X YR A 174 % B ot 0 asciminib % 4p ¥ bosutinib #23t % 24 i MMR 14 B 3
12.8% (95%CI1:2.7%% 22.9% ) % 96 ir MMR e % B 2 20.6% (95%CI : 9.4%
i3m%%ﬁ?FW&iﬂm4¢ﬁaa AW MCyR KA~~~ 18 1 /]
W65k N RERERL TR o o 1 AR E BCR-ABLI % # o

P ACEF G EF L 78 % (asciminib % 13 4 > bosutinib & 3 % ) [19] >
& 47 % % B2 o1 asciminib 2t % 24 i MMR 3 30.8%(95% CI1:9.09% % 61.43% )
bosutinib 2 R] X § i MMR 2 Fé"k s A AEPiL3 CCyR e 8 % Féﬂ
asciminib %23t % 24 i CCyR +* &) 5 50% (95%CI : 15.7%3 84.3% ) » &2 ##H %
A LR D - RS e

B. 4t 7 1 [22]

rFL HFE 3 B B4 7 asciminib 4p ¥3Y ponatinib ~ nilotinib 5 12 %
dasatinib “f 2 s 47 0 d 33 B 2 /I% TR AL N E R }F*J% ek 7
7% B TR EA22] -

Atallah & 4 3 & 4 47 asciminib 4p 1> ponatinib ~ nilotinib > 12 2 dasatinib 4*
¥ MMR ~CCyR > 11 2 % j5k % 0 ehp% B (time to treatment discontinuation, TTD )
2 g & T4 $Hf 2 A 47 - #4273 d Novartis Services Incorporation, East Hanover,
NLUSA 81 T3 (7 o A5 #3550 » A MR A 7445 ™0 .2 g 5 sfd s e
BEr® FeE g R EPRI PRIF L3 9 0 P KAHARI Lo g%l

Tt

* Asciminib 4p ¥43% ponatinib: >t % = B * MMR 2_ 4p ¥t b *& +* (relative risk, RR )
% 1.55(95%CI:1.02 2 236)> %%+ - % * MMR 2 RR % 1.48 (95%CI :
1.03 & 2.14)> %57 asciminib 7 #F e MMR e >t % = B ¥ {frx - - B o
CCyRRAlA 2L B A8 F > RR A% E 1.11 (95%CI:0.81 2 1.52) 4= 0.97

moo~ 247 7 D ASCEMBL #5% ~ % = # H B* 9 PACE #5% (ponatinib203 * » 7 T3151 2 %
i A )~ Giles & A % 4 en% = #) B BF22% (nilotinib39 4 )~Tan & A #F £ chw Bt H ¢ Ty
(dasatinib24 * )~Rossi % 4 3 £ 1% ¢ @ g2 1 (nilotinib48 4 > dasatinib34 4 )»
% Jbrahim ¥ A % % 0¥ ¢ < @ %M 7 (dasatinib - nilotinib = 26 * ) -

0 it ﬁvsgaxa AR R &.EP Sine i B B R ) sk 4R o0 TKI #c
¥ TKI & » ;‘I’TKI;&,/ X~ Rk - ECOGPS -
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(95%CI:0.73 2 1.28)-

e Asciminib #p ¥$>% dasatinib : >t % = B ? MMR 2. RR % 1.52 (95% CI : 0.66
21353) AL R AEHF o

e Asciminib #p %% nilotinib : ** TTD ;f;-, > & > asciminib 7 TTD ¢ i+ & iv &
i£ 3] s nilotinib 5 TTD ¥ =% 11 B ? ; S {6 > (5 ELZF] asciminib 3
£ 1 TTD -

* Asciminib 4p ¥>% nilotinib {r dasatinib: ** % = # * CCyR 2. RR % 3.57(95%CI:
142 3 898) %+ - " CCyR 2 RR % 2.03 (95%CI: 1.12 & 3.67) &
o+ asciminib § #& & 17 CCyR

BE XML G o d N A ARFREATE AT IRER R AR
TKIch& R T2 — 3R FIp A 7 #0287 a0t g WY R4t
e Ay B%ins asciminib § #iE a7 A E 24475 % > T 4p 30 dasatinib

nilotinib fr ponatinib ¥ 75 K % ,lE L RiEag sk -

R R L R B R LR TR r A SRS AT T A B
Ffejekig iz 2 8 > 2 300 &5 (4oip ¥ dasatinib o 4p #4 nilotinib dasatinib
) W BB @Gﬁilv&a ORI o AT A B B G
fdp 4 mév\ﬂffr ABR PR T R BARFRCRES B Ao

(1) EHFRELFR

AL 2024 10 LR RERNAEFTA N F S § o AEL AL
%%émmﬂzé%wvﬁwig%ﬂﬁlwawwaﬁ VS ES LR

EABEEA K ETH T M AR EEAH N H v R AR BRI HTH 2
HH He k% 500 ASCEMBL 3% © R[16]11 & [ 430 o7 1 [22] 0 sim T
R SRR R ﬂﬁmﬁwﬁ%%&*ﬂnuaﬁﬁwé%
ZieEE st oo "’"fAn"f%fars W FH > MFEL T T o

%%ﬁrﬁ’g’L*Fi‘ ﬁi't‘mf,?‘ I;l‘f' fr";%ﬁ'f’rr'}?re"ﬁ*,’i?}%?i}ﬁ%
LG kS ﬁ’wéﬁéiwﬁiﬁﬁ#%w%AWé%
T~ RTR B

(-) Foedd &

A ERE Y SR asciminib o~ B AT TINR AW R A
R L e R AL R PR B S % R IR M AR Y s s (Pht
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CML-CP)# 4 5 4 > 3% ik iR Bk % 40 » & T3151 R % s 4

SHAFIARTNS FELF PRFIFTRERET CRREARL X 2T
EAR=g:1=83 :FP 51 s B2 A KB R B a7 AR b 0% R 2 7 imatinib ~ dasatinib -
nilotinib ~ bosutinib ~ ponatinib > /4 2 omacetaxine - # ® > bosutinib {= omacetaxine
Ao A R B (B 525 7 3% o Ponatinib B2 © B"lgiﬁ%& PR RIS R
i FE T3151 % %2 -8 CML )]% ; nilotinib #& % 45 1 4. 7_#% *24]** imatinib
;p«‘)v?‘ A4 FEMA 2R #* ; dasatinib 2 B IEL R ETIIP EE - R ¥
Z A imatinib (oK 6 A A4 FLEM N A AR R F o SEKE TRk PEEWPE’ 7 5 %
FALRE > 173 - WE MR o N L TRA R 2R o Imatinib B2F % = &
ey F 2R E TRk 4 51 ? > imatinib T {s 2@ * 15 %Zg:}ﬁ AE:Y S

Lrird § 0 AFLL AT ERL GO SE Y 54 & 5 nilotinib #2 dasatinib -
(2) Fhp s n 2 B2k

AP LR FRFHTER LB F 4 £+ CADTH/pCODR /8 7% PBAC
RS @NmEaaw¢$$wrMAﬁ <:f*&ﬁwSMC”ﬂﬁr%*%

CADTH/pCODR ~E PBAC 113 & E?] NICE e Fi;:ié—'kasmmlmb NSRS R
P AT R B B TKL e e 3 5 0§ W R RS
F Ao Ao B¢ o 4 £ 4 CADTH/pCODR #0i f i & 47 #H U4l £ 7 #0 £ 5
V299L % % 5 i€ PBAC B4 £ fhk 1§ 4 o -8 T3151 % % 40 4 — A2
MERE R PR HPRAREDBE L R R EASTERD Sp A T R S
Bl NICE i ke B2 A Rk K 2 R » B - & o

PARFRPHEFR LGSR SN HFGERIRG G LR o b
CADTH z& 3% 4_ix % ASCEMBL 5% % % % o1 asciminib # bosutinib % i if ;
® PBAC 23k ¢ ftiéf% 2 T3151 % )]% A BB AR ﬁ; S5 K
asciminib £ nilotinib 2. ¥ & £ 5 71 = ® NICE 2%z 85 R, kD
ASCEMBL #5255 % % 71 asmmlmb #2 bosutinib F st iF o

(2) PSR oes % 2t

AFLNTIFHELFLE?  ARFRAFERLDL L TR R
ASCEMBL :#5 > 12 3 — 38 /4 17 asciminib 4p ¥4 >* ponatinib~nilotinib> 12 2 dasatinib
FRF R T R

W E 4R G 945 ASCEMBL #5% ~ 47 % % & o1 > asciminib 2 fr
bosutinib % 3 & R *i#ﬁ Tr24:F 1 B 03 F BRI AW E 25 48% 4~ 13.16%>
k0 B A H MCyR rip2 83 1 8 5 12, 24%(95% CI:2.19%% 22.3%:
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P=0.029) > & asciminib J.§ fi it A R o 3B E & frk & focdp i (F 96
FNL AT F S F 240 0F 96 ik 2we @ F ) asciminib 2
7% a4t bosutinib & F ik AT o FEHEASTH 24 e ¥ 96 HehA & AT F
FAVERI - R w o A@ o d 3t bosutinib AFTAF B 0 4 BBk
B ¥ s TG Lo

FHARESAETARRG BAES PR L& kp Atallah ¥ 4
B A RFT Y 0 A 178 T asciminib 4p ¥t dasatinib 2t % A B Y g1 £ A
+FERERFATES AT ¥ AR S asciminib 4p ¥ nilotinib fr dasatinib %R £
$PE BT G R R 2 ,sm'?axj WEF oo KA o R R RS

FAR O d RN SRR AT GHE R ot R LR p\)\év\’}‘réﬁ:]}%4
B b o MESRE A m/”\’ffr AdR S E OV R R MRFRCREE T T

L I X e
& A 47> @ casciminib (2 4p ¥3% bosutinib 2§ KA L FE E L B

S A R RG] R AR AP A L f},} o Asciminib = tg 43+
bosutinib % § i et b5 2 = ot b R E R o ke E Y e L T
(17.9% vs. 14.5%) > ™ 2 & ] 458 5 i (21.8% vs. 9.2% ) » w -] 4 & 5 5 %
asciminib = ¥ L ¥ I Bk 5% hF 2 E % o Bosutinib . 4p % asciminib E'J’ﬁ o
B GFA B TR B R HI6 TSRS R 24 g £ S

*ApiT o

(z) f’%"wva—

R GABAEZ M TAT E5T 0 ARG FRALREL L A
4+ p K4 £+ CADTH ~ # B NICE ~ i#/% PBAC ** 32542 E R % & 2
L = SR S
I 4 #&F A% s CML $20wig 2 8> ¥ g o9 TKI ¥ 55 (0%

FEBED A LE T IRDETL CML s A @ TR A e S I

U CML ehp A AR FIZ G > d SMipf Y fe d T3P A g S

i@@*’%‘%@**3#4%4£ﬂﬁmo
2. Psf,%?iﬁ.‘% BiFinken TKI £ 5 S /@ E* > & ZR Y ~vep RN RARF

R ~MaRRF ~BFR o?ﬁ,;z,%‘é{’ v 1A g&g“_ﬁmui%ﬁ o ogliEe if}ﬁi

SIERTES L IS L
3. k&% G5k 5 Bk asciminib s A SRR ESHY R F A EEF L

PR L AR X2 gl CMLB A ES E R -

4 HATIGRH F DR ARIUEL FEY CRFLERT R OREY > 2

‘K #’i/é/*#i-@
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(- )ikxjaﬁ#iﬂ @P\jé,f%%;rjq\%?/;n%

ERELAPHIILHERENRAN L EF R

AMEF R

1 & %% CADTH/pCODR-~PBAC % NICE 2z FRAHTREL 2 1%
;}’i |i:_7 :ﬁ“;f,'_

AT EHHE FRpHEr e % 4F 2 & Cochrane/PubMed p
%?%’”?ﬁ ﬁ%%%ﬁllB%L?dﬁ@aawéixgpmf%o

% ik 2P
CADTH/pCODR

P 32022 £ 80 24 e
(g )
PBAC (;£:) 2022 £ TR E (LY ABSA - PIELRL .
NICE (# /) %2022 & 88 a2 o
H R AL TR

_%fﬁﬁ;ﬁ“'” SMC (FEf ) * 2022 # 10 " 2> 2= 4p2

B 2%
THFRE Cochrane/PubMed s = & % -
EREREZFTHE | &

1. CADTH/pCODR (4r £ + ) [11]

be £ % Rz %5 B # #3* & ¥ # ( Canadian Agency for Drugs and
Technologies in Health, CADTH) »* 2022 # 8 * =4 5 - i» 5 B asciminib 3
R AL 0 2R asciminib G4 IR L H TR BH F B L BB R
AR Lop> A p A 0 2 AT RS A R ’Ji?ﬁfri;‘,é&'ﬁii? Fra] A (tyrosine
kinase inhibitors, TKIs ) 75 % Pt & j# @ X & AR R B v Hp e E P o
q_ﬁ'i 3G {6 & T3151 & V299Lér]x%'*" FriEie s (1) ok Beis
=3 B R RE e B (FF REFEM ) frig * RT-PCR &
£9+§F@(DLwﬂ;A%%gﬁﬁmﬂ“&#RﬁmR%?9+§F@
(3) FER4 L7 45 4 frieh F < - CADTH 325 Tk #95 8om 40 i
bosutinib > asciminib 3 % 31 & & F F ¥ f2F K5 (major molecular response,
MMR )e &2 2 s ;5 4p vt o asciminib 7t 9% B 3o F - BF Nl iz A ip
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2 E r‘%%‘“”i PR ER R PR AAEL O 26000 /R w
#&" » 32 2% X 1 asciminib

BMPEHRI-FE AT 247 XTPHREFEFS AT ELA A o TKIs
e R 2 B RS o A A o 4~ eE 5 asciminib o 6 S
bosutinib * ponatinib ~ nilotinib ~ dasatinib ~ 14 % B #:d 5 Frlmiz e o BTy H
& BoF 3] (partitioned survival models ) » 2 78 BF 2k 25 % 4 (40 & ) e
EA X GPRERERT ﬁ ( Canadian publicly funded health care payer ) L2 -

BA P ehi & 48k p ASCEMBL 24 5% o
CADTH %3 B “i#h 2 2 % A»2% 325 4 10T S5 74

® Asciminib Ap#H # 1L K vk crp ¥tk 5 A AR T i}“ ASCEMBL f&-/4
S ¥ asciminib 4p 2> bosutinib & F MW 3 A R & vk L Ky o e
asciminib ApgH & vt RO PP R TR R AR A TR R 7 R »Qtthé“‘ #
WYy 0 TR % I‘“;\'ﬁé SR AH AT R ARR RIE R B E han
foik Zio M ra E R B B G WA EROLF A 2 Rk B RSLE
WIER -

® UMMRGHEWMFEHI? 2L L0 TRELEBRI AU RS e
- Rii MMR & R G285 a1 & & MMR ficdp st i & v bR
" 3% (proportional hazards assumption ) » ™4 % 5 2 £ Hp B8 5 5 8 ch i
3 7% #ic (parametric survival function) £ #cdp 7t 3 = 2 4pfd o

® DHLKRAGT REAT R RP BRRERNLHIEEIRE R 2HE

(full dose ) » CADTH #5324 (st & 730 5 M B B0k F v © /’% vk
sl 33 @ h e

® Ty iEehH 8 rAd] N HHPR Kk a.* %0k 5 PR e B s A D iy

gL R R & R S S il i RS A R E R

7L '
A G AT SRR TE RS ::fﬁm)%ﬂ?fﬂf’&?’fé S P ]
ﬁ;t)i o
CADTH 945+ s a4 » 13 227 dasatinib ch 2> B L & 4 ~ 1 2 "8 M
ponatinib ~ nilotinib ~ dasatinib # 3 & 75K &% £ % & (dosing intensity ) > & A7
BE AT 24758 % B o7 0 asciminib 4P & bosutinib eif 3 2 A sr F b E

(incremental cost effectiveness ratio, ICER) % 207,406 4 */QALY gained > %
50,000 “4c % /QALY gained =fg 4 B & T - asciminib ¥ 7 £ = k2% F o P
asciminib 7 *# ¥ %) 26% 4 & 3 = A2z g o d " asciminib & nilotinib ~ dasatinib 5
A0 9:-‘3:”“‘:}7%—‘ * FE T F)pt CADTH & 7+ 72+ 32 ICER & -

2. PBAC (&) [12, 13]
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R E G738 £ R € (Pharmaceutical benefits advisory committee, PBAC )
WA 2022 £ 70 2 Ea ]l P EFEES OB L2 % (Public Summary
Document ) o »>* 2022 & 7 * 034 ¢ » PBAC % i£3:% % ] asciminib #* >t 5 i
B A it TKIs iy R EH F B 4 ME L R e o
(Ph+CML-CP) & 4 g5 4 » 3dem F 40T

[ i’x%/} ASCEMBL v PACE &/ #% ° PBAC % #& % asciminib 4p # ponatinib
L3 2 g Eenfrke R FlAS BIRAEROF T R AR INFT T LR
.'11 ASCEMBL i#5 «r# 7 ¥ % A+ 3 T3151 A F1R % > PACE ;85 B 2%
~F TSI AR RS -

® PBAC L IRG onEdy 7 L 4% asciminib 4p # nilotinib ~ ponatinib £ 7 $& if
% > i F1H 1995 ASCEMBL 2% > asciminib 4p $ % = % TKIs( bosutinib )
BERPESaPd AEEVEE LTS REDEET LERE B ERL 3
e AE AT LG R FLR > 02 P ENACT #%
(nilotinib ) ~ PACE 2 (ponatinib) > # ASCEMBL £ asciminib ‘& &%=
7 ¥ % & & | ~ Eastern Cooperative Oncology Group » #ciie i1 o
® JiF B M A A& 4% (cost-minimization analysis, CMA ) = j* & W=
asciminib #p #& nilotinib ~ ¥2 ponatinib > T BERX G H F 5 3 & LKk = A4
B (e 2 %% ~ZRF*ZFT "’ii—mm)%"ﬂ”**)
- PBAC % asciminib £7 % = % TKIs 7 A8 > 2> 8 2 k5 2cip
- B &gl # - F]p PBAC 32 5 asciminib ¥ mlotlmb A, 4_,&?3‘—1;,
237 5T
- e @RI PBAC 3R G G s 3 L 4% asciminib 4p #2 nilotinib
ponatinib & 7 #id % >+ Fpt £ B € 325 £ nilotinib 4p B 07 L E
s ena 7Jk F R~ o
® PBACHRG:RMPFHRETMBGFEFIVIOLE RFIARP AET T REL 12
18 B ¢P #* TKIst plenii His 2B & 58 i

& * imatinib s+t GAL K 5 ~ asciminib (o 1b AR

Wi E 110 B L A RS R PRI (1) X
WY X A fEre e TKIs m/%‘m'&r*ﬁﬁ%"%@ TR TR - JE
(Ph+CML-CP) = 4 5 4 7 (2) Am gL - A e TKIs inf ~ 2
=3 T3151 éﬂmam&r*ﬁﬁ %Mw W2 B Aty & 5 (Ph+CML)
= AR A o ¥4 PBAC ot i 7 7 44 ¢ B3 guE o MR L B EOEEG

2424 YT

® HipEiiEdd TSI AFIRE P H%¥ Y > @ * asciminib 4p #& ponatinib
3 7 TRk 2xE dp o PBAC 3L % asciminib 4P #2 ponatinib R £t
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PGEREEARE G A AL RAGRL A F ATRA RS X 20 5 A £
aﬁ_{ o

® HEHEAAFF T3151 zl_sr]x ‘P %3 Y 5 asciminib AP H - K
TKIs (nilotinib §v dasatinib) 3§ E 2% » PBAC 305 R &80 P
FEEHREONSHRTC S E LG Y BB A AT TISTAF %
P 2 F 0 s B 2 (ex-manufacturer price, EMP) & * &% 5 T3151
AFREE A AxF LG AU R LPBACY 24§ TSI AR
RO BdR Y 0 & R AR S e

45 i PBAC 7 % 472 ¢ & Flehd £ R ] € 37355 M7+ 34 PBAC
W AL A R B2 2 PBAC 4p i asciminib A P~ iF &5 B ipaE F L
e o B L PBACRG &#H Vb F L 8 R OTRAk F R B PBACE:
FRLHIER Y PR TR E AR | B T2 EASTEBY o

& b oerit o PBAC * 2022 # 11 7 223k % 4 asciminib # »% (1) %% ¥ %
B AR TKIs of bt G20 F 3 4 ¢ W B2 B h Ay & o
(Ph+CML-CP) & 45 4 5002 (2) ia.x RS- TKIs inf ~ F £
FOT3ISI AFIR AN ARY F AL MBEZRET LY &R
(Ph+CML) = 4 koo

3. NICE (#®) [14]

EFRRRERE 2 RFE S A 7 B (National Institute for Health and Care
Excellence > ™ © f§ # NICE) *t 2022 # 8 * &2 - i» PEI,%‘ FHIFRHL 2R
T § asciminib * ** kw0 § X A fE 0 b TKIs inf ~ 2 & T315T A F1 R % el
P F B4 S WE L2 R AR &k (PhtCML-CP) & 4 g5 4 > % 3% LR H
B £ P 7 (commercial arrangement ) # & asciminib e

LR EEHaud 5 o B Rad Lia 2 TKls o e bosutinib -
ponatinib ~ dasatinib £ nilotinib > asciminib B|Z_¥ ¢t - f& TKIs “:E 5 o 135 104
REHRAERE T O A DR RLA B HTKIs P & T3ISTA R R % *#q—» asciminib
e % W bosutinib & 0 2 § 3% asciminib m)?a HEEERE A It &
2% 3 fo ko rr sl asciminib 22 H 8 TKIs V* #ieersc g 5 % B asciminib 7@
;,va ArFaR R R Ao GE AL AP BESAF RPN

& NICE x5 NHS FiRs¥ v cha A2n% chge[fl > Tt L R gtiefﬂft?

asciminib
AT M A B S ] = s asciminib 4p #3% bosutinib ~ ponatinib ~ nilotinib 1

% dasatinib = A3k F o A ¢ 75 BoRAE BRI E Z RIS R it
SRR CECI R ECIEBDEISS LB Y TR
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B4 L PIMERL LR E 35% - Fren Bk p > ASCEMBL fk i85 ~ H i
¥ E*:#5% - Haematological Malignancy Research Network (HMRN) =12 ¥ & # #icdy o
st gk kih i ASCEMBL #5% » & 1 E #8781 0 ¥ ¢h 12 Szabo % 4 4
T B EEBA YT N A S Bl K p 2t NHS o 135 %% crd7de = % 0 4
# bosutinib ~ nilotinib % dasatinib - asciminib 3+ & 1! e ICER #2353t 30,000 y
4 /QALY gained ; #p #& ponatinib > asciminib P| & _— & = & & 7§ G5 K iE B o

FHRPRIDEISTEE LI LR 6RO T Sadh

O FREFAUNGFIZ IRFRALVAIHF FEDE IR ISRE (time to
treatment discontinuation, TTD ) #73 /# & % » 2 ¥ % 4 | 22 (evidence review
group, ERG) 25 B8 TTID eosf i K7 v A0 flen € Bk 2 Bt
fachy doft > 0z poaak L TTD &8 % % 2 B M hangdy o TIN50

Yo Enme Bfod 8 F RS AHFH DTN FEHA 22 (surrogate
survivalmodel ) sn4 4755 % o £ | ¢3R5 88280 f4 2 2 K’ﬁ He4) > ¥ 2 A
ﬁé F ek A2 F %L fpino kLR gp,gj; V] ém’?"z??‘fr',n;”z
BF i A#OFTAGFEER VB TID S L &0 a2 LB
By Mo

O BUICRBEERRFHEAM  ARFUAFFE I 2R IDFTHY R
asciminib /o 6 € F - BRE L~ Hin kA OF AT o B 145 TA401
LY LG EREF ORI 3 ERFRE L 7T # > ERG3L G ®k asciminib /-
Koo R IRG B ane@{eRkaigd o7 EF 0 A RER
g2t Fpt ERGi#%:i#E PACERZ R G- dl Bk (o 8 2R 5 101 &
Z R E0 G B T AR 2 R TR R TR AL
Eine

4. Hw FRp T R
(1) SMC (gtefF) [15]

FRILWES L R ¢ (Scottish Medicines Consortium, SMC) ** 2022 & 10 *
% — {» B > asciminib mTﬁf,%* FEFRIEL > T N EPE SRR NHS
(NHSScotland ) Tk Zv i1+ > % (patient access scheme, PAS) 3% » M
RAF BAR R A F % o A hdple & L M PAS/M @ (listprice) T - 22
e asciminib * 3T T F H L A A O TKIs iy ~ 2 & T3IST A F]R %0
Tif’*ﬁPﬁ’iﬁ—iﬁ 2 &F*%%{F*WL}?&(PEFCMLCP)1;\4)];34 0

R e M Bor R A 3= 5 asciminib 4p #3% bosutinib ~ ponatinib ~ nilotinib ~

% dasatinib (= KA 47 o HEAl e 7 5 B AL CREE T = RAR R
PSR B R E Y B EEBD R LB ST
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BHE L 50 & o FrrihgBk p > ASCEMBL Tk i85 ~ et AR v i
(matching-adjusted indirect comparison, MAICs) s % » 22 % e S ek ik 5
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Study design Cost-effectiveness analysis, cost-utility analysis,
cost-benefit analysis, cost-minimization analysis,

cost-consequence analysis, cost study

ik pg + 1t 2. PICOS > i% 1% Cochrane/PubMed % < }I%ﬁﬂ‘:ii » %2024 & 1 2
8 P i+ » 12“chronic myeloid leulaemia” ~ “SCEMBLIX” ~ “ asciminib” i & B 4EF &
FHOE o BOF K Ls= o

) HF2%

i w0 i & L vk 3t Cochrane ~ 1 %2 PubMed % FHI A& (740F > ¥ GHRAE 2
WERMLE  AEEAZM2ZGRTY -

14

6. kR ELAL A gmy TH

Pii'_ﬁ#\#t'f‘ﬁ*;"h’ﬂ\%#ﬂﬁgg7 = AITEF ;L‘F.’”\#_'o

B PREMBREE

(=) AR b

1395 2021 & e B 22 4R £ [25] 0 6 o JmINA 0 ATH A #2747 A o 4 £
Pl TG 63 K~ "*]’3‘:62}% e 4 Fedns §HEE g A 1371
A R MBEE LY O AP Ed i E LA 082 4 5 gy
%121:09‘_'—],:193;«7]%%4)3 1,150 A »fesr= FFMHLELg Ao 5864 4
ML 4.

ERE R SE/ SR R R IR e - JeA AN AN FER - dERJRAR A TR
P s R riaw b i %473 - 145 2021 & B F 4R 4 [25] 0 ML T AR
ER R 2 ( chronic myeloid leukemia, CML ) 7% B % #ick 3 263 4 » § ¢ n K
4B EHNOST%  F ALY CHT L STk L S6 K s F R A
LA L3 A e AR 6 R R AR R R B A 0 (b 97.72% o

41/59



112CDR12081 Scemblix

)\_
%
i
N
ol
2%
).’3
i
b

- GBS L AP 2L R ERTR S SER

& 4 A% % WHOATC/DDD Index 2024 %5 % LOIEA06 - 4 " LO1EA : BCR-
ABL tyrosine kinase inhibitors 2‘5;7 g Bt 4 #gen® B3 imatinib - nilotinib -
dasatinib ~ bosutinib ~ ponatinib % 5 A& &=~ o L AW FEL ARG F > Fh
Bt s FEICMEFTHEAE LB ERY EH3 % 5L imatinib ~ nilotinib
dasatinib ~ ponatinib ** 2 & ﬂBﬂ BFHFT I EALP B REAPR s 0 B P
PR GRS E #Eh‘r 2. & /& % dasatinib e

BB G EF AR
SRR AR

3 imatinib ~nilotinib »

FELE) RE U AEPEZ R RR
'H.E’ Ef e R EEMEFEFA RS i{@;fié Z oF

dasatinib ~ ponatinib ~ hydroxyurea % 5 & - } 3 & 534 1 2. if 2 &2 A 4piT K .

Aip T A*4mﬁ%3&%*?@%i<€%‘f
E A iE
¢

3.
&
%fs

nilotinib -

FrArals AFL A ATC A8 PV REE BREF T2 ERP]
#4433 % nilotinib 3 7 a2 P S K o

(Z) M

SR MR P

EHE R EDHBP TG > B3R LA K (SCEMBLIX®) * #8 5 L9 #&
XA AL B REL IR R S R PR R R SR B R R
-‘]}% (PH+CML-CP) gua:;g; A JE A RT E (2025 & 3 2029 &) kSt L ¥

SH-E 12041 HTE20 4 AEERER AL F- 3222%% $1#
3.82 i~ ’a‘r“T&ﬁiB’»A%%’j (6 HEFERMMBREEYE Y- & 057 R~21 %

IE098 @/~ -
LTk

= Piz—*ﬁ s B A AR e IR T 2 USR5 nilotinib - dasatinib 0 g TR B
BB R o

2. P EGEIFA Bcdi i

42/59



112CDR12081 Scemblix

?ﬁﬁ?*%ﬁ?ﬁiﬁﬁ2M6ﬁi2m03CML?fﬁTKB§§(é
# imatinib & dasatinib £ nilotinib £ ponatinib) /5 fr 2 5 4 #cf 1A fFiE
Ak AR A% o 2 dhponatinib B L EERAEL ¢ CML 2 & 41t b
5 97%[26]°2017 # T 2020 & i& R F 4L # CML s 4 #% = 855 615 10%>
YIEEATH LR FAF G TSI AFIR #6515 95% i A kT & p R A
BgLH- £340 A 3 5T E 410 4 o

3. AR Y AR

%%ﬁﬁ&i%ﬁﬁﬂé§;$—ﬁ3ﬂﬁﬁ3¢5w%’ﬁ%%kzﬁi
A E

S A B L H - E 120
4, FAEERELHE

L*Fi; U S v S e SE
365 A E s diir A kT EASE

L o

j‘rr-é'ﬁ= V\,‘},%Té‘,q&_&%%g&ﬁ?u
1L % - F20 BT 5T £ 38 @&

W e
B (e
o,

5. MBRRERHG

e f AT Z MK ES 3 nilotinib 2 dasatinib # 50 L ik 2 # 57 H

ERYFFTE A AENIS AR FYRF > IR L 2 RIESH R

EREER2FLLF EFEEARP HEFAEEFLU FE L EASRY
ABdE G A RT ERPRER LS - F165RAI %I £284 B~ o

6. KRR

R R S E R AORRI TR RS R ik
AWM PN B - £ 05T RALHT £ 098 @A -

Boke it D

PHEEF RN AR AL RIS &
P EREEG 2 A S o BB R BT 2 B

B R

5t g 0 MIR L AR B

I

1. Tofkd K 2

BRI R 2 P RREFORESHRL ML RIERF R LAY

43/59



112CDR12081 Scemblix

LR TR B R R AR EER I VAL

N TE

FEETM > FIP BIR 7T e RS R T #dasatinib T 3 E - AR (23 R
= ) FR PR E A B G nilotinib e ¥4t 0 AR SATRA R I o o 2 B R
Fo A HEIZ T G it 2 F ok nilotinib *h B ¥ it & 3% dasatinib 2 imatinib

o R AFL BT REREEA T
2. P REH A R
(1) #7% CML 2 § 42 TKIs i e 4 s 4

AR ES éié*m B ) A ATE Bk AL R T HED
*%’%ﬁ o %BCMLEykxTMSmﬁm$4@4‘EﬁW
%75 CML ¥ 7 &% TKIs PR A A A AR R R Y R 0 R E
"FERD prMLfF&ATmsm$m¢4@ ﬁrmaﬁﬁéw;@
PEO G ARREF PR mwﬂﬁngpﬁ&’fbiﬂéﬁ%@ﬁﬁﬂ
B 45 2016 £ 3 2022 & AT 415 CML 2 § #% TKIs o e £ s £ cie (7
AT #ff’ﬁ'zﬁu4ﬂﬁﬁnr’* m#ax’fﬁ@:CML_gjizﬁ TKIs i e

‘/;_1_

KA s B - #3704 BT E 430 4

% |
A
»
7

(2) %z % Faul b

#

i

’

AEL Y ECML BRGio R HT & 558532 00%[4] s Ekg it
FEHMEAFTCML a8 BREHI 2 A g MEBERIF A ¥
Gl o FI AL GRETREESIT B EITE BRI EHPI RS 2R Fon
BLRPEER > 12 2014 # 3 2017 £ CML 378 B % > i BEE 2022 & > LR H 4%

FZR(F )M TKIS inFant 5|5 17% E3TAEF = % Zb plenddce

(3) & & F T3151 4 F1% & et 6|

R S RGP LR e EAS PGS L RL L0
ﬁ%ﬂﬁm?%‘m@%@P’*L*ﬂrwéLéﬁﬂﬁﬁﬁiﬁ

EaEis 9;,&“‘; o AEH L IR R v‘ﬁ% (4o ~ ) [27-31] % &P o é)’%h’w
PR LS m@ATmsm%%kmCML@4’*“;:@ﬁ&%iqw
G R - = TKIs io % % pe S i = =x TKIs /5% % fz» CML A 4 T315
R A 0 B Nﬁ A1 3 —‘F’{mkb Gl EARiITe e e AR L L 5 ER T ﬂ R T2
O5%Beff 3 Mip e FRA LD <> Flpip* & Pi; Bk e195% 1% 5 MR 2 e #

P
I

44/59



112CDR12081_Scemblix

Foh B - SR TKIs o 4 Been CML g 4 4§ T3IST A 71 % % et o

éjl% B e F 3 T315I A FIR %t b
Kim et al., 2010[27] ¥ R 16%°°

%% £ 2013[28] 4 5%

Elias et al., 2014[29] B ka i 7.2%

Yusoffetal, 2018[30] | 3 % & & 5.26%

7 % 4, 2020[31] ¢ R 12.3%*

3. AEFiEY AR

PR B i % B 5 % - &5 35%3 57 EFE 5 50% &
FLFEF I FLAIFISFTFIERE SR R SR B L
Mo B AR L ERFBER o AF LR R AEATR Y AL - E
20 4 & %37 # 30 4 » &% & ASCEMBL 4 :#5% £ 3£ ichi % [18] > B # &
FEREASOEBFER? 8l 237 B2 > AENT - EREY N fiG A
kT EATRY AL F - E204 5% T & 50 4 o

4 REEREYIHE

AMERIET SR RRL ASEELA G T YR ASCEMBL R 5
L P BReNE S (18] P o (¥ B~ R ﬂ\r‘%mfk;‘éfﬁﬁ'ﬁé lch 237 B 0 F| A
FLER IS BEYF 5 237 B eFER I Y HEART EARERE

v ~

FPRRE-E03MBAIEIEIRA
5. MPRERMAR

AR L SHRARTR T iR RS AR T BAL B 53 L nilotinib 0 £ 1945 H
#HEk* £ 0 2 Nicolini # 4 2 BLEMA T %K TH I 2 CML 5 4 <
ZHGAR PR Y el 17 B [32] B R A 2 B e B AR
FRN5L5- 2021 A1 5T & 046 B~ o

6. SEAPATAE S

ARL A GERFER IR N ER o AR T £ FRMR TG
F-EO0I2RAI NI E 054 A

0Ll G L% — AR3H Y imatinib Jo o & Prent B o
PPNicolini % 4 LM AT 7 3= 6h2 RI5K ¢ 7 nilotinib ~ dasatinib ~ imatinib ~ ponatinib -
bosutinib ¥ £ #8:3 & i lwF 45 4 o

45/59



112CDR12081 Scemblix

7. FHE A

L I S N T&*)%% TG OMTRA L SR AT €% imatinib &

dasatinib > H IR Y S ZOREH e 3‘ % — N TKIs (imatinib ) ¥7 % - i~
TKIs (nilotinib ¢ dasatlmb) AR R Ry P2 A R OB R TR F

Tkl i i TBNR R e B BN ;f 3 & % nilotinib ~ dasatinib £

imatinib > - {095 & #6500 250 R Ao SR R LR

Be 817 B > 2 ERaE 2 B %é.bh’L*’i"*‘:}':’t CNzgli=Rts o/ S A i
FhefEF R Ey o BEEBRAT

AL R AEETR Y AL - F 20 A3 HT & 30 4 EFE
ASCEMBL f/k 25k & BienE % [18]» P # P @ A Henk BFERF 7 ik
237 @Y AR TEREFE  HEART EASREY AHEF - £ 20

fIRT SO ’*?‘P‘Wﬁﬁiﬂ*?‘lﬁ S E03BAINTE IR 4
BB R ET S - £ 9016 REDHT E 036 RE o FHMHBREN S 6 - &
017 m~3 %7 & 0.65 g~ o

AL L IR RER BB LR AT G TSI FIR P b2 5
- EHP ARG AR TN AR AR R AT SRR TR
% & ifdeT Tj&.—'—%%ﬁ:ﬂ_ﬁrz\{

(1) AERPRER2 oGl D AF2 T8 =R 2 CML R
N+ ‘éﬂ,r}?mv}%p:}iﬁ—m}%‘%ﬁ" [l Sz kR AN T
#% 3| Nicolini ¥ * [32]# Ongoren % % [33]3 5 2k » # 4 £ 4 p\ »
Sz Mg hEFT AR - B TKs N @R ORET R E G 7

T o F]pt A3F 2 4295 Ongoren & A 2 LR AT 7 B % 2t %‘ﬁﬁté
12 " Bi7a0p R AT o

(2) BFEAF 3 TISIHAFRF I 6] theiF 5 TI15I A FJR F et b
Syl oo d 3P auv}?klﬁ AP REED R > Ko AIFL G T3151
AFRFDGIT R LG AT FR SRR T RE g £ RDET
» CML * 3 #=% TKIs ip e & 5 4 > #< ponatinib &1t 6] % 5 ¥
G TISIATIR R 62 24 > EAFEE YL 1% A
O9MICE AT TSI IIRE N G AR R §i -

B) BET- Ehp A ¥ EEL T RS RS TKs 1o
% F‘{mﬁﬂ“ P B G A R RS m}]%4ﬁn‘€* Rz RS R o T

W F 5 TSI A FIR Bt b= (100%-1%) =99% -

46/59



112CDR12081_Scemblix

P

d‘fﬁ%fﬁ";’{‘{;ﬁ%— Ei’.&—:}?ﬁ&ﬁiﬁ_ﬁ; EL%%_ Eﬁf‘;‘(}é&&\*% o

47/59



112CDR12081_Scemblix

34~ R EEWHAEE

A kT EHE (2025 3 2029 &)
. AEESE
I~ 2 e T S - s KA 2 P2
ERF A P AERFREEL AFARF DISIR | BEF - 250
- iR R GEX LT .
_ 20 4 % 50 4
P 120 ~ % 2105 + 20 4 % 50 4 20 4 % 60 4 40 4 % 50 A
222 A% 382 @R [034m At 1R~ _ _ 035 =% 1.05 & _ _
rEEREYREQA) | ® STEORT losmazima |0 0T Sloesmaz 1=
1.65 =% 2.84 % [021 m~3 046 i 021 ig~1 033 ig 0.17 =<3 040 % 031 m~3% 0.38 i
65 g~1 2.84 7 | 021 g~1 0.46 @ A7 g=~21 040 ® | 031 im~2 0.38 i@
#}h%@fﬁ%%’j#@.fé(B) ) BT L 1Y " =L 1Y s " =L 1Y " =L Y
057 A1 098 @ 012 At 054 |12 BTE 06T RIS w22 065 @ 034 Baz 0.6
. TRy 7o . IR . TRy 7o . I . [ . g . (3Gt IR
ﬁ%ﬁﬁ?ji}%%"g(c=A—B) " =L B " ER B s " ER B " ER 28

48/59



112CDR12081 Scemblix

= '~ ﬁqu %fj:, "p%

CIERS P

£32024# 1% 19 patk o4&+ CADTH ~ ;2 PBAC ~ & R NICE ~ 11 2
FIHSMC 357 4 2 S M FRAHTERL 20 PEREA RS 0
(Ph+CML-CP)sh & 5 4

(1) 4 £+ CADTH

BB - A Ao S5 WRP HREH L AT Y HLA B0 o TKs
Y/ Ragl Rt LS Wedk o - iz }]% =% A )];3 X > H i * asciminib #p # bosutinib 2
ICER i& % 207,406 4¢ % /QALY gained » # 50,000 “4c %/QALY gained kg i B &
T > asciminib £.% £ & & s F ¢ asciminib F ¥ 6 26% 4 & F & ArkE o d

+ asciminib ¥ nilotinib - dasatinib e4p ¥ >c % IR & * R T rﬂ CADTH #
#2532 ICER & o Flp* CADTH $# @ E /AT R S Hm s R p R LR L >
26%n% 12 T 0 A E RS asciminib e

(2) i®# PBAC

BB - PEMI A4 PR%EFEe Z (1AW E EXA A1 TKIs
oy I B S AL B AR i s (PhYCML-CP) & & 4
()AL FHFH/E - AL O TKIsinh >~ £ T3151éﬂﬁ%m&ﬁ.ﬂﬂﬁﬁ%

SR P2 ML ARG s (PRACML) % 4 % £ » 3% asciminib 4p 3¢ ¥ =
& TKIs (nilotinib §= dasatinib) » ¥ BEXFH F L3 Eadusfk = APk (& 3
ER LR 2 A AT Eask it ) PBAC:E R Y (1) ehp
EEL EDEARNTE. 'p%aiémf’ﬁ" P’f{fﬁ&'/%%y T3151 &£ F1 & 0P
o Em g 2 R (ex-manufacturer price, EMP) & * &4 5 T3151 A F] R
R BRI AE LG A UL LA PBAC 4 £F § T3ISI A FIR Feh4 i
b0 G BV AR e B % PBAC 23 45 asciminib * 3t (1) &
BRI A P TKIs ipf b G R F 4 B2 B F e &
7,;; (Ph+CML-CP) & 4 5 & 5 2% (2) &% $2% — 804 1 9 TKIs 1% ~ 7
L3 TSI AFRFeh2 A ERD FH L MEELRET R Lo
(Ph+CML) = 4 5 4 -

(3) # R NICE

BB & - >+ As* 247 5 =5 asciminib 4p #>T bosutinib ~ ponatinib

49/59



112CDR12081 Scemblix

nilotinib 4 % dasatinib * ** k@ g %L S A2 P o TKIs inf ~ £ & T3151 A 7]

% % e(Ph+CML-CP) = 4 Iﬁi A o FJp - erdr 4o = % > 4P di bosutinib ~ nilotinib
14 % dasatinib » asciminib 3+ & ) 7 ICER (& 2] 3% 30,000 # 43 /QALY gained ; 4p
$#2 ponatinib - asciminib P& - B = A & 8 SR EIE o

R Tek R%EHRET AP ERLA FE 1 o TKIs © & T35 A F R %
X J}'q-,\ asciminib 3z % +* bosutinib % > & ¥ 3% asciminib m-}?a AHGEERE
7» FE T o 7ram 2 % iR B 0t i R FE R asciminib &2 H 8 TKIs +* i e % o 18 {7
asciminib DL_T&}%{:«;\ AAF & LA e 13‘—,_? HEG 2rafs wd 2k
% B3 T i e NICE 3 s NHS FR4E™ 7 % cha Ase® chfe i » Fl 4 f
¢ 23 [ §* asciminib -

(4) Bt SMC

BB HA- R At 245 p ERE L LD T RLA A OTKIs o
2 & T3151 A F15% & H(Ph+CML-CP) % % g5 % > 3% f @& * asciminib 4p #>?
bosutinib ~ ponatinib ~ nilotinib ~ 12 % dasatinib » 2 # 4 17 7% % % 4p #& dasatinib
asciminib A& - B £ 3 & ¥ %4 /5% E 58 ; 4p & ponatinib ~ nilotinib > 3+

asciminib 2. ICER 4 %] 5 253,878 # 43 /QALY gained~ ¥ 24,120 % 43 /QALY gained-

1 R ¢ 2™ asciminib 9% ¥ 0 ¢ £ asceminib 12 £ F L A % RN e
RoMIEANNDEY i & TR S3 % asceminib H ARG ANTR R G R

B AL R BH ARG ET T &R
asciminib -

(O HBBE

1. é%ﬁﬁ%

@‘éiﬁ—*ﬁ?ﬁxp#\i & (2025 # 9&)% * A FHEF - F 120 4
32 %37 & 210 4 ’ﬂ\‘?ﬁ)ig%#’/*%v £ 222 1% i§51i13.82ffé,;u’a‘r‘,$
?}EB’»A%’%" - £4 1.65 @,;u 57 & 284 r;wi;_f%gﬁfjiz»% YLy - &

2. AHIOAERKRELMBPTPRG AR LB ARP A ERR L P HREHEL
o AA#H 2 AEE PP R B2 B AR L D AP MR Sk
ERE U A

3. AFLEINRIPMEBEXRS SES ORGATREY AL TH - E 2043
FIES0A CRASEREY LS - F034RBAI%T E 1R I
AP RS ﬁgﬁdj&f{f;&.ﬂ PF-EO0I2RAIFIEO054 7~ o

50/59



112CDR12081 Scemblix

ETIAS

WA 4e 0 RhdEL T 4 RRR T B R Rk SRR 6
B 0% o e R PN % 53 B L nilotinib ~ dasatinib 2 imatinib >
A ® A s H- E2AIHTESOA FRASERES 9
EF03M B 1irTElig~ v f@iﬁxl«
036 B~ FHMMHBRPEGE %- £ 0.17 %
AR BT LR R A R L Sl é&
B SR PR S A 5 T315I A& 5] 2%
FhimEREF Y- £ 034 R<1I 0, Ey
B~ ﬁ’f%“'?ﬁz}x'”"'ﬁ - #0112 ®m~3% 034 Bt I %I & 06207
.67 &

e

\:t

Y

22 /

%'%“’L' 45-"]0161,@fu *
[ £ 0.65 B~ o

%‘r’#ﬂf’ﬁ?iﬂﬁié 7 AP
2 % - Ep R4 Eo
3 El’r;u 1.05

-
L ik 5
EY

-
1
\

é\

;L o

-—\

S

RFFFEEE TSN §RE T HBRE TR

AEE2024F 60 2 i 127 FRERERAERTH TR)  BFLH

TP AP e Bt AR R A S PR R A B R EATRE L
FAUG TR B RaE R L RTHEA LR CML 2 % = SUsfend 4

‘ﬁ#ﬁﬂﬁ‘ﬁraﬁﬁ_i%ﬁr%ﬁr% R ART EARRT LB
EA46 AT HFTETIA D AFEEREY L F - '056'@,’14%1 0.96

5 - Ei
ai’#%%ﬂ%??’%%w$ﬂ§%— 002 B~3% %7 & 0.03 iz

N
-—\

51/59



112CDR12081 Scemblix

3 TR

1. Cortes J, Pavlovsky C, SauBlele S. Chronic myeloid leukaemia. Lancet 2021;
398(10314): 1914-1926.

2. Siegel RL, Miller KD, Jemal A. Cancer Statistics, 2017. CA Cancer J Clin
2017; 67(1): 7-30.

3. Hochhaus A, Baccarani M, Silver RT, et al. European LeukemiaNet 2020
recommendations for treating chronic myeloid leukemia. Leukemia 2020;
34(4): 966-984.

40 A Lp, ERT RV RS £ L AR R ARER. A PE S
2013; 24: 399-407.

5. Lauseker M, Hanfstein B, Haferlach C, et al. Equivalence of BCR-ABL
transcript levels with complete cytogenetic remission in patients with chronic
myeloid leukemia in chronic phase. J Cancer Res Clin Oncol 2014; 140(11):

1965-19609.
6. NCCN Guidelines: Chronic Myeloid Leukemia. National Comprehensive
Cancer Network (NCCN).

https://www.nccn.org/guidelines/guidelines-detail ?category=1&id=1427.
Published 2024. Accessed January 9, 2024.

7. BRPHEAAT LT 40 Tomak, FAARTIINS SE P IEE.
https://mcp.fda.gov.tw/im_detail 1/%E8%A1%9IB%E9%83%A8%E8%97%A
5%E8%BC%B8%ES%AD%97%E7%AC%AC028556%E8%99%9F.
Accessed January 10, 2024.

8. ATC/DDD Index 2024. WHO Collaborating Centre for Drug Statistics
Methodology.  https://www.whocc.no/atc_ddd_index/.  Published  2024.
Accessed January 10, 2024.

9.  TE FREM BITROCESFTREAN. FLEINGSEFFR
% . https://info.fda.gov.tw/MLMS/H0001.aspx. Accessed January 11, 2024.

10 fEiR* 228 R A[IMIE. FLigfl3ny &£ 2k &% %
https://info.nhi.gov.tw/INAE3000/INAE3000S01?type=app. Accessed January
10, 2024.

11. Reimbursement Reviews asciminib. Canadian Agency for Drugs and
Technologies in Health (CADTH). https://www.cadth.ca/asciminib. Published
2022. Accessed January 10, 2024.

12. Asciminib: Tablet 20 mg, Tablet 40 mg; Scemblix® - July 2022.
Pharmaceutical Benefits Advisory Committee (PBAC).
https://www.pbs.gov.au/info/industry/listing/elements/pbac-meetings/psd/2022
-07/Asciminib-Scemblix-PSD-july-2022. Published 2022. Accessed January

52/59


https://www.nccn.org/guidelines/guidelines-detail?category=1&id=1427
https://mcp.fda.gov.tw/im_detail_1/%E8%A1%9B%E9%83%A8%E8%97%A5%E8%BC%B8%E5%AD%97%E7%AC%AC028556%E8%99%9F
https://mcp.fda.gov.tw/im_detail_1/%E8%A1%9B%E9%83%A8%E8%97%A5%E8%BC%B8%E5%AD%97%E7%AC%AC028556%E8%99%9F
https://www.whocc.no/atc_ddd_index/
https://info.fda.gov.tw/MLMS/H0001.aspx
https://info.nhi.gov.tw/INAE3000/INAE3000S01?type=app
https://www.cadth.ca/asciminib
https://www.pbs.gov.au/info/industry/listing/elements/pbac-meetings/psd/2022-07/Asciminib-Scemblix-PSD-july-2022
https://www.pbs.gov.au/info/industry/listing/elements/pbac-meetings/psd/2022-07/Asciminib-Scemblix-PSD-july-2022

13.

14.

15.

16.

17.

18.

19.

20.

21.

112CDR12081 Scemblix

10, 2024.
Asciminib: Tablet 20 mg, Tablet 40 mg; Scemblix® - November 2022.
Pharmaceutical Benefits Advisory Committee (PBAC).

https://www.pbs.gov.au/info/industry/listing/elements/pbac-meetings/psd/2022
-11/asciminib-scemblix-PSD-November-2022. Published 2022. Accessed
January 10, 2024.

Asciminib for treating chronic myeloid leukaemia after 2 or more tyrosine
kinase inhibitors. National Institute for Health and Care Excellence (NICE).
https://www.nice.org.uk/guidance/ta813. Published 2022. Accessed January 10,
2024.

Medicines advice asciminib (Scemblix). Scottish Medicines Consortium
(SMO).
https://www.scottishmedicines.org.uk/medicines-advice/asciminib-scemblix-fu
11-smc2482/. Published 2022. Accessed January 10, 2024.

Réa D, Mauro MJ, Boquimpani C, et al. A phase 3, open-label, randomized

study of asciminib, a STAMP inhibitor, vs bosutinib in CML after 2 or more
prior TKIs. Blood 2021; 138(21): 2031-2041.

Mauro MJ, Minami Y, Rea D, et al. Efficacy and safety results from ascembl,
a multicenter, open-label, phase 3 study of asciminib, a first-in-class stamp
inhibitor, vs bosutinib in patients with chronic myeloid leukemia in chronic
phase after >2 prior tyrosine kinase inhibitors: Update after 48 weeks. Blood
2021; 138(SUPPL 1): 310.

Hochhaus A, Réa D, Boquimpani C, et al. Asciminib vs bosutinib in
chronic-phase chronic myeloid leukemia previously treated with at least two
tyrosine kinase inhibitors: longer-term follow-up of ASCEMBL. Leukemia
2023; 37(3): 617-626.

Yuda J, Doki N, Matsuoka H, et al. Asciminib vs bosutinib in CML patients
pretreated with >2 tyrosine kinase inhibitors: Results from the Japanese
subgroup analysis of ASCEMBL study. Cancer Med 2023; 12(3): 2990-2998.
Réa D, Boquimpani C, Mauro MJ, et al. Health-related quality of life of
patients with resistant/intolerant chronic phase chronic myeloid leukemia
treated with asciminib or bosutinib in the phase 3 ASCEMBL trial. Leukemia
2023; 37(5): 1060-1067.

Mauro MJ, Boquimpani C, Réa D, et al. CML-417: ASCEMBL Phase 3
Health-Related Quality of Life (HRQL) Comparison of Asciminib and
Bosutinib for Patients with Chronic Myelogenous Leukemia in Chronic Phase
(CML-CP), Previously Treated with 2 or More Tyrosine Kinase Inhibitors
(TKI). Clinical Lymphoma, Myeloma and Leukemia 2021; 21: S336.

53/59


https://www.pbs.gov.au/info/industry/listing/elements/pbac-meetings/psd/2022-11/asciminib-scemblix-PSD-November-2022
https://www.pbs.gov.au/info/industry/listing/elements/pbac-meetings/psd/2022-11/asciminib-scemblix-PSD-November-2022
https://www.nice.org.uk/guidance/ta813
https://www.scottishmedicines.org.uk/medicines-advice/asciminib-scemblix-full-smc2482/
https://www.scottishmedicines.org.uk/medicines-advice/asciminib-scemblix-full-smc2482/

22.

23.

24.

25.

26.

27.

28.

29.

30.

31.

32.

112CDR12081 Scemblix

Atallah E, Mauro MJ, Hochhaus A, et al. Matching-adjusted indirect
comparison of asciminib versus other treatments in chronic-phase chronic
myeloid leukemia after failure of two prior tyrosine kinase inhibitors. J
Cancer Res Clin Oncol 2023; 149(9): 6247-6262.

Atallah E, Jadhav K, Kangappaden T, et al. Matching-Adjusted Indirect
Comparisons (MAICs) of Asciminib vs Other Tyrosine Kinase Inhibitors
(TKIs) in Third- or Later-Line Chronic Myeloid Leukemia in Chronic Phase
(CML-CP). C(linical Lymphoma, Mpyeloma and Leukemia 2023; 23:
S337-S338.

Atallah EL, Maheshwari V, Mauro MJ, et al. MSR19 A Matching-Adjusted
Indirect Comparison of Asciminib Versus Ponatinib, Nilotinib and Dasatinib in
Chronic Phase Chronic Myeloid Leukemia Patients after >2 Tyrosine Kinase
Inhibitors. Value in Health 2022; 25(7): S521.

PEAR I &£ R FeFEE. FLAARPIEAZEE F.
https://www.hpa.gov.tw/Pages/List.aspx?nodeid=269. Accessed January 17,
2024.

BV RN AE_1S E Ly BV mh R 4x_45 % u(Iclusig 15mg film-coated
tablets ~ Iclusig 45mg film-coated tablets)%g T BRI L. M A %5 23
& B ¢ o, https://www.cde.org.tw/HTA/documents. Accessed January 25,
2024.

Kim WS, Kim D, Kim DW, et al. Dynamic change of T3151 BCR-ABL kinase
domain mutation in Korean chronic myeloid leukaemia patients during
treatment with Abl tyrosine kinase inhibitors. Hematol Oncol 2010; 28(2):
82-88.

Shih LY, Kuo MC, Kuo CY, et al. Emerging kinetics of BCR-ABL1 mutations
and their effect on disease outcomes in chronic myeloid leukemia patients
with imatinib failure. Leuk Res 2013; 37(1): 43-49.

Elias MH, Baba AA, Azlan H, et al. BCR-ABL kinase domain mutations,

including 2 novel mutations in imatinib resistant Malaysian chronic myeloid

leukemia patients-Frequency and clinical outcome. Leuk Res 2014; 38(4):
454-459.

Mat Yusoff Y, Abu Seman Z, Othman N, et al. Prevalence of BCR-ABL T315I
Mutation in Malaysian Patients with Imatinib-Resistant Chronic Myeloid
Leukemia. Asian Pac J Cancer Prev 2018; 19(12): 3317-3320.

Shi DY, Qin YZ, Lai YY, Shi HX, Huang XJ, Jiang Q. [Variables associated
with BCR-ABL kinase domain mutation in TKI-resistant patients with chronic
myeloid leukemia]. Zhonghua Xue Ye Xue Za Zhi 2020; 41(6): 469-476.
Nicolini F-E, Huguet F, Huynh L, et al. A Multicenter Retrospective Chart

54/59


https://www.hpa.gov.tw/Pages/List.aspx?nodeid=269
https://www.cde.org.tw/HTA/documents

33.

112CDR12081 Scemblix

Review Study of Treatment and Disease Patterns and Clinical Outcomes of
Patients with Chronic-Phase Chronic Myeloid Leukemia in Third-Line
Treatment or with T3151 Mutation. Cancers 2023; 15(16): 4161.

Ongoren S, Eskazan AE, Suzan V, et al. Third-line treatment with
second-generation tyrosine kinase inhibitors (dasatinib or nilotinib) in patients
with chronic myeloid leukemia after two prior TKIs: real-life data on a single
center experience along with the review of the literature. Hematology 2018,
23(4): 212-220.

55/59



112CDR12081_Scemblix

e

(- B ARESL TSR CESL EREART

9.22.Imatinib(4= Glivec) : (91/5/1 ~ 93/7/1 ~ 97/8/1 ~ 99/6/1 ~ 100/2/1 ~ 102/9/1)%f # 4

B H 50
1. oo & A& Mg (- 2P (blast crisis) ~ 4vi# # &% 5 ALPHA-+ 4 % /5% & %02 Rt
P i F B G & B(CML) R K @ *
20 W ONn A WL ET L RS Bt D L m (CML) e 4 o
3. EME %E A TR (GIST)
(1) ffe & & 4 ik 5 i g S kA5 N B4R S AR -
Q) FAF AT BFAT BRI LB FEFER RETH-FFEERT
g 3&E FEDFAPAER T o (100/2/1 ~ 102/9/1)
AL 3 10 24 o
B.3 3k 4 2 35 #>10/50 HPF(high power field) -
C.His < 2% 5 = 2 5 3 3p #>5/50 HPF(high power field) e
D.* &R pk 4 o
4 pHA LR R E L MBS T G L p (PhrALL) Y & % (o2 &
L0 (99/6/1)
5. AR @ imatinibip 2 F A RFHAIICE R B A MBEELHRET B &
F(Ph+ALL)2 8 - i - (99/6/1)
6. T AU M B LR & ¥ - SE P 4o hydroxyurea; corticosteroid # & 2 -
EFwFAPEATRY 2 E 6B FEATY 5F & - (99/6/1)
(D) icktF 2s [ Fitd 2 & 73 L M(PDGFR)A F1€ e ipbf 2 F B 7 7
2 i #F(MDS)/ ¥ #25 2 25 H(MPD)2 = 4 o
(2) i g & do bbb SR 4ok % ¥ (HES) 22 /2 W fdef & b v s g5(CEL)
oL L AT XMEPDCGFR)AFIE 22 * A B > 2 3 ET &
3031147;‘»5 °
TR ARG RZITE CAFRAEHLT L LA LTSI
(PDGFR)A FI1E w2 B R4 A F g B (DFSP)2 & 4 &% - (99/6/1)

9.30.Dasatinib(4v Sprycel) @ (98/1/1 ~ 102/4/1 ~ 104/12/1 ~ 110/5/1)
BRI
1. % - & * (102/4/1 ~ 104/12/1 ~ 110/5/1) :
(1) iR ATL TN T 35 4 & W22 R BT e & s 4o
(2 H* LKL TS AI MELEEHRT Y & i (Pht ALL)z 1
o b ;’a_ﬁ_;l);; A ﬂﬁ}?—}%’ L pFeREF LR LR Y 2 E o (110/5/1)
2. FZ&E*(104/12/1) :
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(Diek & F Ml @ S EBDREF R & #A 55 imatinib
400mg( 7 )/ isfr is 7 FLEM S At s A o
QichEF FHAMBEEEHRT B &% > 2 #HAL DL imatinib
400mg( 7 )4 b in R s T FER A B A fihd 4 o
(3) % i/ 2 # imatinib &% 127 L& kAR (104/12/1) -
3. in R R R P A BRI ALY & B(Pht CML) 2 1 &t i
23 g% 4 o (110/5/1)

9.32.Nilotinib : (98/6/1 ~ 99/1/1 ~ 101/7/1) *f# 4 2. =
9.32.1.Nilotinib 200mg(4- Tasigna 200mg) (98/6/1 ~ 99/1/1 ~ 104/12/1)
1. %% 3555 ¥ imatinib 400MG( 7 ) ¢ d X 43 L &% 5% & ren TR 8P & 4
# 4 7 33 % ¢ 4 (Philadelphia chromosome)Fs £ e 14 % &git v oL 5 (CML) =
& B ;F'k e
2. AL A LS P o (104/12/1)
3. Nilotinib £ dasatinib # ¥ & & i * o
9.32.2.Nilotinib 150mg(4r Tasigna 150mg) : (101/7/1 ~ 104/12/1)
W RS ZMED RSB E I B ORE T R o g (104/12/1)

9.67.Ponatinib(4r Iclusig) : (107/12/1)
I %3 %34 ¢ WS BCRABL f & £ FIFE (2 Bt ¥ Rt & 5(CML) &
EHHT S L RALL)S A B F 0 2 B ET AL~
(1) 24 T35SI % %%
(2) 4rid B & &I 2 B H Rt L AH(CMD A% » 45 % @ * imatinib -
nilotinib ¥ dasatinib # # & fE( 7 )} Fi LRk 4 prd & iE AR
B) EH= e J(ALL) B % » A% i @ * imatinib £ dasatinib @ B #E 55
RHo% pe A ok at o
2. FEEDFEAPALRY c gAY FEVFAZRAMIBY S 2853
B RREY o LAY R RRHE R BEEE T ¢ § BCR-ABL
% RT-PCR 3£ 4 -
3. FRYBANRIDRF g iFad B plT¥ ppe B Rl it @ o
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PubMed (#7% p #§ 12024 & 1 % 24 p 3t )

#1 asciminib

144

#2 | chronic myeloid leukemia

38,237

#3 | #1 AND #2

119

EMBASE (& p #p 12024 # 1 % 24 p i)

#1 asciminib

520

#2 | chronic myeloid leukemia

74,425

#3 | #1 AND #2

380

Cochrane Library (3% p # 12024 # 1 » 24 p 2+ )

#1 asciminib

66

#2 | Chronic Myeloid Leukemia

2,102

#3 | #1 AND#2

56
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x| MatsF ¥ e

Cochrane (& p #) 12024 # 1 % 8 p 1+ )

#1 (chronic myeloid leulaemia ) OR (CML) 2,106

#2 (asciminib ) OR (scemblix) 66

#3 #1 AND #2 62
#3 AND ((cost-effectiveness) OR (cost) OR

44 (cost-utility) OR (cost-benifit) OR (cost-minimization 0
analysis) OR (cost-consequence analysis) OR (cost
study))

PubMed (#7& p # 2024 & 1 * 8 p it )

#1 (chronic myeloid leulaemia ) OR (CML) 20,794

#2 (asciminib ) OR (scemblix) 143

#3 #1 AND #2 121
#3 AND  ((cost-effectiveness) OR (cost) OR

44 (cost-utility) OR (cost-benifit) OR (cost-minimization {

analysis) OR (cost-consequence analysis) OR (cost
study))
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