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Z100,400,50022 | 124(2+~E[H2Ur31S) (S =210 IXFHI2H(ZF))
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P=PSEAPS|
14 &, bosutinib 100mg, 400mg, 500mg
H2s2[=d 100mg: 2ol Ho| =53 252EH
HE2[XH 400mg: FEA| Unio] 2= ElYY HEIYY
H&2|TH 500mg: WZHEo| eknio| S 235 ElE LEIEH
O] 22 CtE1t &2 Molgtktel x| =ol| AtZSict,
1. M2 ZIcHE g I[(CP)el et u|ofF A A LA PS4 AMuldH

(Ph+ CML)
2. 0| LM L= EfAM S Hol= PHMT|, JI5T((AP), E=
=M7[(BP)e| Zeld mjolH A A UM obM ZMulE 8 (Ph+ CML)

1. HAIEE

o] 2ft2 12 135 SAl=1}

Sto{, EHLE &2l = oF =ch 2Y o Rl E= x| Zol| ELf 2N
O| LIEI}Z| MR = o] 2F F0{E X|&6iCh 0] 2F F0{E 12A|ZF O]
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1) M2 ZlctEl akMd7e| i u|ofE A M orM ZMulHE (CP
Ph+ CML)

o] <to| HZEREF2 HLEIHOoZA 12 13 400 mgle =
S AT F0q5ict

2) O|MeHo| WA e SN e Hols otMT|, 7187, EE F
M7lo| Zeldmol FMA UM orME
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o| <kl HEEZ2 HLfEIHo2ZM 12 135 500 mge &z
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O otM ZAM HEH (chronic myeloid leukemia, CML)1
Ot Z5AM HiElHE2 I3 MEZJF HEFE otE= IO M7

2l 2 =Xt 90% O|AtollM EAZEel FMAHBCR-ABL1)S
F Ao &5d)oz2 MM ZI DCtsHH SAlsto] eidd
O &7}5ln{, Ot Aol AUE Ho|l= el

= 1=
- &tefof| e E&F

= QLM 7| (Chronic phase)

v Zlek Al EEXEe| 90% O A2 TR D] MEefo| pU2on{ 1pAHo Z2|H
(imatinib) 2t &2 TKI2) X227} AA}E Al7|ofl= 2F 3~4H7ZH2E O A
Efol A X|&Z= D 2hste[Lt Zefoll= AY ANzHo=z B2 X
M O 2Eisct X|&F . B& 2kt SEe S4F 8o Xjl= ZF7t

LS. M AAL Al EaEo| FItet HIEE Hol, &5 ZAANIME

= Aol M=EIF METF ALECH £ 50ufLf SI7HE LAS

A (MAAol s AHEn M ALl Hlg2 3:1¢d). ESH 0O
M= 2ME(blast cell)7F 10% O|sIE H&l.

= 71&7](Accelerated phase)

v BHMTIM 247|2 2 gdetet =5 Aot A2 7t Ji5
718 HAXA =, 2HMET[0AM stE k=
A—|: SOHZAAL AF tHE L 27} H=

HI7| 77} Sotetd UMM ZMZI S
EA1|31’;7|' 10% Olat, S¥7|+ = ST A
To| M7yt FEHXA . el Mz O &
EIPE DjM=el e 2 A FF &2 E'E*Z'S%E
2M=ZI E76HH =0, o Z[Ztofl= H 04 A
Mol o|AlS = HbSF
= =47|(Blast phase)

v AtedXeol Aoz2 Z52| 20% 0| 4t0] 04 HdETEMEL MESTHER
7t XAl =of stutel o|d= ZMZes il Jio| £2gls WE
TE ditste 247|2 MetE. IjHod—_r“’l =58 3712 d[ &l &F

0

mny
= Ol

i
L]

02

7tst, %#éAMIH:
0% O|stZ2 L}EtL}0q,
—'—o|-7-|| AHME|_)

Aol A OtaI B
_I

1) =714 B A (https://cancer.go.kr/)

2) tyrosine kinase inhibitor



ST 37| ARD, 25 HAF BY HAIE HEH 08NS DA
7t 20% Ol4t EE BAZS0| Bhol 2oi Ys YMS B F US.
TM7IE SMUEYD RAIS ATE goo], AT AlolM F47|

OlfEl= Al7|= JHelxi7} oo F2 TKiof thet XatAn a3l

o1 H=igh x| =7 , =S dWEEe e
(=M 2)xE2Mzo[Aecz2 EF/E .34

1 Oh%OI:H

hydroxyurea

interferon—alpha(IM.SC)
EAMSFRHA: imatinib, dasatinib, nilotinib, bosutinib, ponatinib, asciminib
2.ZE DM EO[A

= NCCN Chronic Myeloid Leukemia (Version 2. 2023)5%)

CLINICAL PRESENTATION PRIMARY TREATMENTFg.h

Preferred regimens
First-generation (1G) TKI (Imatinib 400 mg

QD [category 1])!
Low-risk score o

(See Risk Calculation Second-generation (2G) TKI (alphabetical

or
Other recommended regimen
1G TKI (Imatinib 400 mg QD) i
or

Clinical trial

Table CML-A)

<
P

ok

CCN CML atxlzX|Zlof wt=0 ) obM7T| ok S S
2 risk scoreoll 2} 1xF X|2HMIF S2bX|H =, Low-risk score
Atel 4% 1MICH  TKI imatinib == 2AM|ICH  TKI  bosutinib,

B2 imatinibS X=&St dasatinib, nilotinib, bosutinib
2

mE Hol1 U0 H=

AA

See Response
Milestones
and Treatment

Options (CML-3)%!

See Response

and Treatment

Options (CML-3)*!

Treatment = order)
considerations Iable CML-A) (Bosutinib 400 mg QD [category 1] or
independent of risk Dasatinib 100 mg QD [category 1] or
A— s%ﬂ;orbldities Nilotinib 300 mg BID [category 1])
. or
phase CML}—» * Toxicity profile of Clinical trial
(CP-CML) tyrosine kinase Preferred regimens
. L"j;‘i’}},‘?; (Jrﬁi) 2G TKI (alphabetical order)
interactio_g_ns Intermediate- or high- (Bosu_til_'ub 400 mg QD [category 1] or
" risk score Dasatinib 100 mg QD [category 1] or Milestones
Patient preference S e
(See Risk Calculation Nilotinib 300 mg BID [category 1])

FX

rlok

P

dasatinib, nilotinibO|, Intermediate or high risk score &Xle| A2

3) vgtd A, galsh 2018.
4) A et al. EFANEY gx X5 slol=gRl-digtd deks]. gighu| ek A], 2015;88.4: 406-419.
5) NCCN Chronic Myeloid Leukemia. Version 2, 2023



2MICH TKI bosutinib, dasatinib, nilotinibO

| =D US.

EARLY TREATMENT RESPONSE MILESTONES!

BCR::ABL1 (IS) 3 months 6 months 12 months™
>10%" YELLOW
>1%~10% YELLOW
>0.1%=1% LIGHT GREEN
£0.1%
COLOR |CONCERN CLINICAL CONSIDERATIONS RECOMMENDATIONS

TKl-resistant |+ Evaluate patient compliance and drug interactions
disease + Consider BCR::ABL1 kinase domain mutational analysis®

Switch to alternate TKI (CML-5)
and evaluate for allogeneic HCT

YELLOW | Possible TKI |+ Evaluate patient compliance and drug interactions

resistance + Consider BCR::ABL1 kinase domain mutational analysis®

« Consider bone marrow cytogenetic analysis to assess for
MCyR at 3 mo or CCyR at 12 mo

Switch to alternate TKI (CML-5) or

Continue same TKI (other than imatinib) (CML-G)P
and Consider evaluation for allogeneic HCT

TKl-sensitive |- If treatment goal is long-term survival: £1% optimal
disease

« If treatment goal is treatment-free remission: <0.1% optimal

» If optimal: continue same TKI

patient"

« If not optimal: shared decision-making with

TKl-sensitive |+ Monitor response (CML-E) and side effects
disease

Continue same TKI (CML-G)®

v 370E, 67HE, 1270 g gt "IHBCR-ABL1 =xX|)of w2t 1xF X =
e 0

of MgtdolLt sdetdE 2ol &K=
A RE)2 HASE A2 A5 /US.

CLINICAL PRESENTATION

Accelerated
phasedt
(AP-CML)

—_—

Treatment considerations

« Disease progression to
advanced phase while on
TKI therapy has worse
prognosis than de novo
advanced phase CML.

« Evaluation for allogeneic_
HCT as indicated.

Advanced _ |« Selection of TKl is based

phase CML on prior therapy and/
or BCR::ABL1 mutation
profile.

+ CNS involvement has Lymphoid—
been described in BP-
CML. Lumbar puncture
and CNS prophylaxis is
recommended for lymphoid
blast phase.

Blast
phasedt
(BP-CML)

Myeloid —

v O7kE7) BRY BA wEW BXSS i
3A
=|of, 2MCf E= 3MICH TKIo F7(¢l 4<% imatinibol

-1

TKl(bosutinib, dasatinib, nilotinib) B+
7

o |

_4_

of @2 o2 TK

TREATMENTf

Clinical trial

or

Preferred regimens

= 2G or third-generation (3G) TKI
(alphabetical order) (Bosutinib or
Dasatinib or Nilotinib or Ponatinib)

Useful in certain circumstances

+1G TKI (Imatinib; if 2G or 3G TKl is
contraindicated)""

« Omacetaxine"

Clinical trial

or

Preferred regimens

* ALL l{pe induction chemotherapy
(NCCN Guidelines for ALL)
+ TKI'"* (CML-G)

UsefFI in certain circumstances

« TKI'* (CML-G) + steroids
(if not a candidate for induction
chemotherapy)

Clinical trial

or

Preferred regimens

« AML-type induction chemotherapy
(NCCN Guidelines for AML)
+ TKIM* (CML-G)

UsefFI in certain circumstances
« TKI'** (CML-G

(if nota candl)date for induction
chemotherapy)

x| 2H(2

Allogeneic

—HCT

(CML-6)

Allogeneic

— HCT

(CML-8)

Allogeneic

— HCT

(CML-6)

Aledoll ZoqstHLE 24 CH

T TKl(ponatinib)o| #x10
M=



TREATMENT RECOMMENDATIONS BASED ON BCR::ABL1 MUTATION PROFILE

« Patients with disease resistant to primary treatment with imatinib should be treated with bosutinib, dasatinib, or nilotinib in the second-line
setting, taking into account BCR::ABL1 kinase domain mutation status.

+ Patients with disease resistant to primary treatment with bosutinib, dasatinib, or nilotinib can be treated with an alternate TKI (other than
imatinib) in the second-line setting, taking into account BCR::ABL1 kinase domain mutation status. The durability of these responses is
frequently limited.

« The table below lists the BCR::ABL1 kinase domain mutations that should NOT be treated with asciminib, bosutinib, dasatinib, or nilotinib.

THERAPY CONTRAINDICATED MUTATIONS?
AsciminibY A337T or P465S
Bosutinib T315l, V299L, G250E, or F317L22
Dasatinib T3151/A, F317LIVIIIC, or V299L
Nilotinib T315l, Y253H, E255K/V, or F359V/C/I
Ponatinib,"h Omacetaxine,®® allogeneic HCT (CML-6), or clinical trial None

v 1x AZ2 imatinib€ 5Foistct WMol M7l BXt= 2K XEE=R
bosutinib, dasatinib, nilotinib& BCR-ABL1 =8 0|E 112{st0 F
ofsfof sto{, 1x} X|ZZ bosutinib, dasatinib, nilotinib& SF0{5iCl
LMol M7l EX= imatinib2 M 2lst CtE TKIE BCR-ABL1 =¢44
O|E 11235l 21 X B2 Foied = US.

v' bosutinibe| &, T315l, V299L, G250E, F317L =¢d#Holol 7|,

= Chronic myeloid leukaemia: ESMO Clinical Practice Guidelines(2017)7)

| 1 line I 2" line I [ 3 line ] [ Any line, T315 mutation J
v v v l
Intolerance Failure of 1* Failure of 1° line __Fallure of and/or

to 1= TKI line imatinib nilotinib or dasatinib intolerance to 2% fine TKIs

« Imatinib, i
gt nilotinib, dasainib, dasatinib, Any of the
dasatini dasatinib, bosutinib, bosutinib, remaining TKls
bosutinib ponatinib ponatinib

A

4

SCT investigation warranted SCT consideration In many cases

Figure 1. Treatment options for chronic phase CML patients.
CML, chronic myeloid leukaemia; SCT, stem cell transplantation; TKI, tyrosine kinase inhibitor.

o

d

v ESMO &tzlzX|&ol wzH, 2He7] ghd Z2d wdy ol

ZZ imatinib, nilotinib, dasatinibe A5, 2X XEZE2=
2o Mol A<, imatinib, nilotinib, dasatinib, bosutinib=

Rl 2 2

0 o —

6) asciminib & A ¢33t TKI(bosutinib, dasatinib, imatinib, nilotinib, ponatinib)E°] T-% ¢lo] A%,

7) Hochhaus A et al. Chronic myeloid leukaemia: ESMO Clinical Practice Guidelines for diagnosis, treatment and follow-up.
Annals of Oncology. 2017;28: iv41-iv51.



sk, 1At X[ZO|A imatinibdl Aoist A, nilotinib, dasatinib,
bosutinib, ponatinib2 HIstd, 11X X|ZAAM nilotinib HE&=
dasatiniboll Aot A, nilotinib, dasatinib, bosutinib, ponatinibOl
HIE 3x A Z2= 2k} TKI X =0 Aojst E= M0 JA= &
<, Foist Mo| gle TKIZ #do| HIE. T315 =07} U=

Z<, x|& x50 Atz gl0| ponatinibo] HIE

= European LeukemiaNet 2020 recommendations for treating chronic
myeloid leukemia(ELN guideline)8)

v 20204 ELN AaX =X Fof| w=2H, M Y| oky

At XIEZ  imatinib, nilotinib, dasatinib, bosutinib, radotinib,

x| =zof Aojst 45, BCR-ABLI1

A &
ST W H o

interferon—alphas # 15ty 1k}
=HHO|E 1125l X|2ME MEHS As Adeh

0

v 2Zxt oAk XIZMZ 3MIT] TKIC! ponatinib& H11stl U
HIOAIE2 QoL ME22 XEXMZE asciminib2 2

8) Hochhaus A et al. European LeukemiaNet 2020 recommendations for treating chronic myeloid leukemia. Leukemia. 2020;34.4:
966-984.
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Table 3. Criteria for response in CML

Hematologic response (HR)
Conplete hematologic » Peripheral hlood (FB) WBC = 10 = 10°1L
response (CHE) « Platalets = 450 = 10°/L
* Mo immature cells, such as myelocvies, pronwrelocyies, orblasts m FB
* Mo signs or symptoms of dizease with disappearance of palpable splencmezaly
Cytogenetic response (CyE)
Conmplete (CCyE™ Mo Ph+ metaphazes
Parhial (PCyR™) 1-35% Ph= metaphases
Iimmmal {miCyE) 36-65% Ph+ metaphases
Mmer (nmmCyE) 66-55% Plr+ metaphases
NoGyE = 95%0 Ph+ metaphazes
Molemlar response (R}
MR = 4 5-log reduction in International scale of BCR-ABL mRMA (BCR-ABL™ = 0.0032%)
MR = 4-log reduction in Intemnational sezle of BCR-ABL mRNA (BCR-ABL® =0.01%)
Major (MME) = 3oz reduction in Intemnational scale of BCR-ABL mRNA (BCR-ABL™ = 0.1%)

CML, chromie myelogenous leukemia; WBC, white blood cell; OCvE, complete cytopenetic respomse; PCyE. partial cytopensfic ra-
sponse; mCvE, minimal cyvtogenstic response; mmCyE, minor cytogenstic response, 1S, mtemational wuots; MME, major molecular
Tesponse.

4 muimimmm of 20 metaphases should be examined. Fluorescence in situ ybridization (FISH) can replace chromosome stody after ach-
1eving a OCyR, and more than 200 metaphase micles should be evaluated.

- 2AstY  gk82 BCR-ABL AAlZH M@ PCR10 ZHALE 0[&5t0]
BCR-ABL mRNASI CHE FHAH MAIHI S| v|80| L2ste HES &
olsto] mA Bt BCR-ABL RQ-PCR') ZAl= MMRI27HX| of 37§ oict,
o|=oll= ol 3-67H& Otct Al=lel,

- TKIe| &7t ZiAglol 1xF x| =

7 10% 1S13)(1 log &) O|5t=E
I E AT

3742 m BCR-ABL/ABL TAA H]
ta~sk= Zd0| PFS14) 3 OS190] 52

S

=

Z
(=]

9) A et al. WASFAHEY S X7 Tl =gl 483, ok #eks]#]. 2015:88.4: 406-419.
10) T aad vt HAHpolymerase chain reaction, PCR)
A ZF A5 PCR 7AHreal time quantitative polymerase chain reaction, RQ-PCR)
12) major molecular response
13) international scale
14) F78) AEE(progression free survival, PFS)

15) A4 AEE(overall survival, OS)
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Ral
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NEES

tyrosine kinase
kinaseE <dx|gh 24l
70 imatinib LA @Efe] BCR-ABL kinase
3 V299L = Oo|= AKX SHX]

inhibitor(TKI) &

oo
HES2 F

ololo
LS AMA O -

(3) mMTpA{17)18) 2 2l AKXl & X| &]19)20)21)

o
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o 5|22

=
2A X=X 2
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16) A17%9] 9

17) Harrison's Principles of Internal Medicine. 21e. 2022

o F257h naA

18) The MD Anderson Manual of Medical Oncology, 4e. 2022
19) NCCN Chronic Myeloid Leukemia. Version 2, 2023

Fel(murine) =23

CMLE BCR-ABL

HtSi=l 18
MDD, T315]

=~

= 16 ME A

2

 —

b 2Mch El24 7Lt
7ol =2teloll M 1}
IeFEoz FIED

0

(=
o

o]

20) Hochhaus A et al. Chronic myeloid leukaemia: ESMO Clinical Practice Guidelines for diagnosis, treatment and follow—up.

Annals of Oncology. 2017;28: iv41-iv5]1.

21) Hochhaus A et al
2020;34.4: 966-984.

22) 1A|t: imatinib, 241: nilotinib, dasatinib, bosutinib, radotinib, 34t: ponatinib

_8_

European LeukemiaNet 2020 recommendations for treating chronic myeloid leukemia. Leukemia.



(4) detrle 23

O [BFORE]23)24) 18M| o|&te| M2 ZlchEl Z2|Hn
=34 digy] obMT| SHXH(n=536)25E CHAaR26) 2=
M1 oMM HWE f|et FE ST 34 AlHEZ Aldet A1t
- [1x} "IIX|Z] 2 A2 = 12708 A/ MMR27) EISE2 AEE Zof
A imatinib Zoll H|all SHM2Z FelstH =US.(47.2% vs. 36.9%;
odds ratio, 1.55 [95% CI, 1.07-2.23], p—value: 0.020)

- [2xt HIIX|E] ®x=2 A = 127]& A[H CCyR28) HIZE= AMEE &
ol M imatinib o H|sl EAXMo=Z FosHH =4, 54 A|H FH

MMR, CCyR 2SS EX FAISHH LEHGS.

HSE, %
= |
T bosutinib imatinib odds ratio(95% Cl) = vl
(1-sided)
12718 AlH
COVR 77.2 66.4 1.74(1.16 to 2.61) 0.0075
5l Al 73.9 64.6 1.57(1.08 to 2.28)
. . . . O . -
= X9
A (& Al=]of
C CC?R 83.3 76.8 1.562(0.97 to 2.39) | UX| 43)
T

- [ "I 2= X2 F
imatinib  TOllAl  FAIRHSL}(98.
graded3/42| HAtzo| &M HIE= AMAHEE oM |mat|n|b Y| tlIOH E‘—f

23) Jorge E. Cortes, et al. Bosutinib Versus Imatinib for Newly Diagnosed Chronic Myeloid Leukemia: Results From the
Randomized BFORE Trial. J Clin Oncol. 2017;36:231-237.

24) Tim H. Briimmendorf et al. Bosutinib versus imatinib for newly diagnosed chronic phase chronic myeloid leukemia: final
results from the BFORE trial. Leukemia. 2022;36:1825-1833.

25) bosutinib(n=268), imatinib(n=268)
26) sz 71+

E3V7)F A 7]

o oo TKIE Xdgsle wHd F4A gy oE X8E
(hydroxyurea, anagrelidex= #]2])

o A EE dAlY FFNAA HH

o Aoz et A% Asd

e HIV, BE 719, C8 719, H7AH=

o T A 149 o]e] YigE B

o Ao FUIs AgHA el

o
o,
ot
ot
_>|4_‘

ofx
ym 7

e orle

My 7 A%
AR 2

27) MMR: F2 #3824 ¥-3-(major molecular response), BCR-ABL ®Wo| #FHA/ABL A4 44 v]&o] =rA4 7E(international
scale, IS)olA 0.1% o]st= Ao,

28) CCyR: &+A Axf-38H4 vk-3(complete cytogenetic response,), T4~ SQEAA 4 2071 o] F7ld U&= AXES ¥4 A,
0%2) Ph+ A w2 Hejg,




9}%(73.5%(197/268) vs. 57.0%(151/265)). £t FAHI2=2
4

50 ST MA™HE FZol|AM imatinib 7ol H|al] =U2(25.4%(68/268)
VS. 14.3%(38/265)).

O [Carlo Gambacorti—Passerini, et al.]29 18A| oO|Ate| imatiniboll X &HAd
L= ek S Ho|= mgjHl ool YA Mol Ok ZaM uiE"] 5
AHn=284)300& CHARNSOZ 2X} X|EHMZ bosutinibe FEAI} oM d
WE sk EHF ZIl 24 AlHES Al A1}

- [F&4M "HIX|E] 54 A|®o| £ MCyR32g =25¢t zHAL HIS2
60%(156/262), +X CCyR= &S5st Xl H|E 50%(130/262), +X
MMRES Z 5ot &K} H|& 42%(82/197)0|A 5.

imatinib imatinib SH4 _
=1 X 5 (n=195) (n=89) total(n=284)
2l AF | 5 AIE | 21 AR | 59 A | 2d AIE | 5 AIF
HISE, Il Jtsst EXE & U882 2ol 8K} (%) [95% Cl]
102/182 | 107/182 49/80 49/80 151/262 | 156/262
S (56) (59) (61) (61) (58) (60)
MCyR [48.5— [51.3- [49.7- [49.7- [51.4- [53.3—
63.4] 66.0] 71.9] 71.9] 63.7] 65.5]
79/182 88/182 41/80 42/80 120/262 | 130/262
S (43) (48) (51) (53) (46) (50)
CCyR [36.1- [40.9- [39.8- [41.0- [39.7- [43.4~
50.9] 55.9] 62.6] 63.8] 52.0] 55.8]
42/127 57/127 20/70 25/70 62/197 82/197
A (33) (45) (29) (36) (31) (42)
MMR [25.0- [36.1- [18.4- [24.6— [25.1- [34.7-
42.0] 54.0] 40.6] 48.1] 38.5] 48.8]
- [N "I Bat8o =z st k3 58 FEH2 24%(67/284)0i| A 2

29) Carlo Gambacorti-Passerini et al. Safety and efficacy of second-line bosutinib for chronic phase chronic myeloid leukemia

over a five-year period: final results of a phase /Il study. Haematologica. 2018 Aug;103(8):1298-1307.
30) % 2844, imatinib A& (n=195), imatinib EWAJ(n=89)

31) WA 7=

3= w4715

Ph+ CML %% Ph+ ALL
wF 184 o] dAeA
ECOG “gei7} 0 2 191 34

* Bosutinib 5§ /\]X—} S 74 o]yl hydroxyurea
A4 me gy

. . so | * ME ol BT Q; SR
A (= A Fe ;
Imatinib HYH (600 me/2) * T315I Ber-Abl E¢i9o] 344

(@E 283

Imatinib £

3 3}

W =anagrelides A9 3k 3

32) MCyR: =& A ¥E+48H Wk(major cytogenetic response), CCyR & partial CYRPCYR)Z T4 %1, CCyR&
2 20709 #7101l Pht MEZ} 0%oH GAEH, PCyRS 1~35% Ph+ A3/} A1k uff g4,

_10_
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I, E@Aan ZAZo| 17Ho=Z J1A &5 HMSIH 2.

o]l

A eiEe] SEXHO| A 1 X}

O [Bogdan Muresan, et al.]33) 3
oja =™ 78 "W
H

X222 AMAEZE, dasatinib, nilotinibel w&A
(Matching—adjusted indirect comparison; MAIC)E &

- MEE2 M2 ZtE 2HE7] 2hd E2d dgdy gHXlollA dasatinib,

7| By B
A

(R == — o
nilotinib2t et 227 U= A2 =ZE LIEHH.
= 24708 Al MMR, CCyR, 2o Zd HMT SolA AMAHEZD nilotinib

Zko| H|, MAHEZTD} dasatinib 72+e| HlW= SHMSZ |Fost Afto|7}

oo =2
I:IA)\;IH:I-

33) Bogdan Muresan et al. An indirect comparison between bosutinib, nilotinib and dasatinib in first-line chronic phase chronic
myeloid leukemia. CURRENT MEDICAL RESEARCH AND OPINION 2021, VOL. 37, NO. 5, 801-809.

_11_
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O T stalso] maw, oh B WHY x| Foists 2zte| TK|
o=l H I
Tl'on_l- T —

o 120
g Z2ulelg JX T ol ol o M lof E23
R I

S

k9 kI
m
>||

Z HUone ro rr

o, N 2| Jtset FAE Z2od S I MEE2 AHE %
o Hebg o0 AL /I edXE Hol= Al[A 535 UM
HE 5 Acts ofdY. £t MEES A Jhs «4HMZE 1x x| =of

= dasatinib, nilotinibo|o{, 2k} o|At x|Z2| A<0|= dasatinib, nilotinib,
ponatinib0| U 20{, ponatinibe 3MICH TKIZ T3151 =¢840| &KX} S0l F
oElCt= o|7del.

O MHEZEE2 "0 &2 =1 22 del 2o x| =0 ALZgtct 1. M2 2
ChEl 2HEZ[(CP)2l et oot A e Rt EsMdulddE (Ph+ CML), 2.

Hol= 27|, 7t571(AP), £ =47
A H

=
kM| 2, & dasatinib, nilotinib, radotinib S0l SA =0 A= 2 A
7tsd 38 118 A, 2kNel eAFo{iAE S HIP|E ¥ HX S
of 2tk A8 Me=(TEA HIEA| Hesicty Eohzl= 2F)ol| s Estot
1 H7| oy 2.
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O Al ztpl o 2| 215](2023.7.26.)
34. ot Z=MuElE H (Chronic Myeloid Leukemia)
(27 SHAHE ZESHSH @]
sl 2ot | SFo{CH A Eo{chA
‘imatinib0] Z&t=l M3l Qo I{é}éﬂ L=
=UWAME Hol= Ed=E kg & 171X
S E=l= 18M| O|Ake] “'EPE*'JLIOP S A K| oxt
7 bosutinib okMo| oM =AUl sl ol
o

(1) 2+ 7| (chronic phase)
(2) 7F57](accelerated phase)

(3) 2&7|(blast phase)
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(8) M= SA &g

O A8 =7t & 8/=(ol=, &=, ZEA, =<, OolgE|of, 291A, I=, i
Lich 27t 250 M=o US

O Mel= grtdzt

— NICE, SMC, CADTH: #H 11 (2X} O|Ah, PBAC: =35 X| &=,
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