A 4
3 Ponatinib
ICLUSIG ® 15; 45 mg/tab
Hol ik fEICEE FEXANER | EEEEMER

3"d-generation BCR-ABL1 IpHibitor

YL 2
BCR-ABL I FI BRI EESE 52 fR -

> 1980 LAY - M EETA M (CML) KRS EZERERMAER - 10 EEERAZ
20% - 5% 2001 & - 35— BCR-ABL & imatinib Ett - &8 CML B & ol REAZEHIRY &
% 10 EFEERABRAZE 80%EE 90% -

> AMER imatinib NRZBINEBEFEERFRHNZEEMAEEFE - FAILE 1€ BCR-ABL
HNHIE U0 dasatinib ~ nilotinib B2 bosutinib PEERIH - 55 R HIHIEZER 5T 2 £ 5 (CR)R R E
BEERBRE-NEREES  BRINZEFTRRERBEERE -

>  EwSBS—EsE U BCR-ABL #IHIEI - 19#A5 AR 73151 REFTISMAIMEY - MAIE 20%
RMZEMBRILRRE - FHIRERFER 75 =1 BCR-ABL #&IE ponatinib - 1R# PACE &t
SRRORRE B - FDA #f ponatinib FIIR S =47 A% 5N BCR-ABL B T3151 R& 2 CML
R

> RMAHEUJBEERMmERERBEEOMERFR - FDA B8R 2013 FEFHERIE - 53 2014
FA ARG EMSAZE LT -

% RIEMEE > (FDA 1% 2012 & 12 B kh)

> EBUsEMTaIE (CML)
1. HERI 2D Mg R e B Es I HI B A M 2 s A M =2 2 18 58 (CP) CML BB AJE A -
2. HEADIE MBS B MBS HIHIZ e BRI NN ER (AP) Btz 4 HA (BP) CML BIRARA -
3. T315I G ZIgHE - NEEAs =M E CML AR ASB A -

> BEFeiRBhitsmHEMamm (Ph+ ALL)
1. DFREEGRE - BRHZER Ph+ ALL FIRARA -
2. FREBE—EZX  RAREZUEMABBIGE aENENReEEME=EMEMAMAE (Ph+

ALL) 3% T3151 BBt 2 Ph+ ALL I ASEA -«

l:;é;: sl BRERET /@AM A AlBRAR R RIS

CP CML with Phase Il, open-label, multi- | (Median f/u: 56.8 months) Ponatinib 45 mg PO QD

resistance or cohort trial. MCyR within 12 months: 56%
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intolerance to at
least

two prior kinase
inhibitors. or
T3151(+)-CML.
(PACE trial;
NCT01207440)

AP or BP CML, for
whom no other
kinase inhibitors are
indicated.

(PACE trial;
NCT01207440)

Ref: N Engl J Med.
2013 Nov 7;369(19):
1783-96.

As monotherapy in
Ph+ ALL for whom
no other kinase
inhibitors are
indicated or T315I-
positive Ph+ ALL.

P: 449 heavily pretreated
pts with CML or Ph (+) ALL
with resistance

to or unacceptable side
effects from dasatinib or
nilotinib or who had the
BCR-ABL T315I mutation.
(Ph (+) ALL: 32 pts; CP-
CML: 267 pts; AP-CML: 83
pts; BP-CML: 61 pts;)

MMR by 12 months: 34%

Durable response for MCyR: 82%
ePFS at 5-years: 53%

eOS at 5-years: 73%
Discontinuation due to TEAEs: 13%

(Median f/u: 32.3 months for AP;
6.2 months for BP)

MaHR by 6 months: 57%

MCyR: 49%; 23%

MMR: 22%; 13%

mDOR: 12.9 months; 6 months
ePFS at 5-years: 22% (AP)

mPFS (BP): 3.7 months

eOS at 5-years: 49% (AP)
Discontinuation due to TEAEs: 13%

Ponatinib 45 mg PO QD

(Median f/u: 5.4 months)

MaHR by 6 months: 41%

mDOR: 3.2 months

mPFS: 3 months

OS at 3-years: 12%
Discontinuation due to TEAEs: 6%

Ponatinib 45 mg PO QD

(PACE trial;

NCT01207440)

CP CML with Global, multi-center phase | (Median f/u: 32 months) Ponatinib
resistance or I, dose-optimizing trial. CCyR at 12 months: 44.1% vs 1. 45mg PO QD,

intolerance to at
least

two prior kinase
inhibitors. or
T315I(+)-CML.
(OPTIC trial;
NCT02467270)
Ref: Blood. 2021
Nov 25;138(21):

P: 283 CP-CML resistant to
or intolerant of at least 2
prior TKls or with T315]
mutation.

Randomized to ponatinib
45 mg/d; 30 mg/d; 15
mg/d (1:1:1 ratio)

29.0% vs 23.1%

mTTR: 6 months vs 3 months vs 6
months

ePFS at 24-months: 80% vs 76% vs
78%

Treatment-emergent AOE: 9.6% vs
5.3% vs 3.2%

reduced to 15 mg/d
if BCR-ABL transcript
levels< 1% (CCyR)
30 mg PO QD,
reduced to 15 mg/d
if BCR-ABL transcript
levels< 1% (CCyR)
15mg PO QD

2042-2050.
Newly diagnosed | Phase Ill, multicenter, (Median f/u: 20.1 months) l: ponatinib 30 mg PO
Ph+ ALL, in open-label RCT. MRD (-) & CR* at end of induction: | QD (decreased to 15 mg

combination with
chemotherapy
(PhALLCON trial,

NCT03589326)

P: 245 pts with ND Ph+
ALL, with ECOG 0~2,
without clinically
uncontrolled CVD.

34.4% vs 16.7% (RR: 2.06, p-value:
0.002)*

Median duration of MRD (-) & CR:
NE vs 18.0 months.

if in MRD-negative CR)
C: imatinib 600 mg PO

QD

(For details of reduced
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Ref: JAMA. 2024 Jun (2:1 ratio) mMEFS: NR vs 29 months intensity

4;331(21):1814- I: ponatinib + reduced mPFS: 20.0 months vs 7.9 months* | chemotherapy®, listed
1823. intensity chemotherapy®, | Grade 3/4 TRAE: 53.4% vs 49.4%. | below)

followed by ponatinib AOEs: 2.5% vs 1.2%

alone. VTE risk: 11.7% vs 12.3%

C: imatinib + low intensity | Discontinuation due to TEAEs:
chemotherapy*, followed | 10.4% vs 8.6%
by ponatinib alone.

Al BRRT R

1. PACE &8 7% ponatinib RUIB AR M BE - BERE BN Z4R BCR-ABL TKI B{1E 355V E T3151 R& 2 CML £ Ph
(+) ALL B R « 12 B8 MCyR EEXR 56% - HEEXREMAE " HER "MK TKI Fr#i 22289 MCyR 4838 - &R
B#REH ponatinib MAF¥EEZETRm - HS FRIRBHEITERE82% - WEFHZE 15mg/d & - IAREE
MMR 2 MCyR B35 AM - AMEMEREN T - BIRRESHZRABERR 171%  BRSHE 45 mg/d B9
ERASZEENLMERRIRE - FZEER -

2. OPTIC st B A& —H4R5T ponatinib ZEEIABISRAE(EZRES - B 15 mg/d ZERTIE AL - 45 mg/d AEE
ZENIETE CCYR EMER 5 263% WEHEE ; MEZEMHH - BREESHNRERRES - BHEE
% 6.4% - EILERRILEE CML & - ¥ ponatinib 45 mg/d Z#EIAEIE - MR CCyR &M ZE 15 mg/d #
5 ROARERES - BETERE RIS 2 B E IR EFE -

3.  PhALLCON iB#sE & - £ Ph+ ALL e AZE— 4R ponatinib 30 mg/d S REEE 2B - ABEAS imatinib
£S5 BHAREERESLEAIA MRD (- CR - BIREAREDIRNERALL RARPRENER - ELEUHHE - ER
A=A LRIERMU RO MEARREREXTHNBARBEESR - WARUBEESHEZET ponatinib BE
RYEEYATIE - LIKIES MRD (-) CR Z2RER 15 mg/d FIRIEER - RIRZESNREESERBNNZMBIE
Tt - EFEFE—HER ponatinib GHHERELE - 1 Ph+ ALL AEHZEZARERIFNEE - AMATRZ 8
E_f{ BCR-ABL TKIs RIS IR IRV BR A B - BULERm A S — R E B/ TKI AR E °

ALL: acuter lymphoblastic leukemia; AP: accelerated phase; AOEs: arterial occlusive events; BP: blast phase; CP:
chronic phase; CR: complete remission; CVD: cardiovascular disease; eOS: estimated overall survival; ePFS:
estimated progression-free survival; MaHR: major hematologic response; MRD: minimal residual disease; ND:
newly diagnosed; NE: not estimable; pts: patients; Ph+: Philadelphia chromosome—positive; RCT: randomized-
controlled trial. TEAE: treatment emergent adverse events. VTE: venous occlusive disease.

a. Composite endpoint requiring 4-week durable complete remission and MRD negativity.

b. Reduced intensity chemotherapy in both groups of PhALLCON trial:

Induction (cycles 1~3): vincristine 1.4 mg/m2 (capped at 2 mg) D1, D14 & dexamethasone 40 mg/day (20
mg/day for age =60 y/0) D1~D4 & D11~D14;

Consolidation (Cycles 4~9, alternating methotrexate and cytarabine): Methotrexate (Cycles 4, 6, and 8): 1000
mg/m2 (250 mg/m2 for =60 y/o); Cytarabine (Cycles 5, 7, and 9): 1000 mg/m2 (250 mg/m2 for =60 y/o) IV
Q12H.

Maintenance (Cycles 10 to 20): Vincristine: 1.4 mg/m2 (capped at 2 mg) IV on Day 1 of each cycle and
prednisone 200 mg (100 mg/d for 60~70 y/o; 50 mg/d for =70 y/o) PO QD D1~5

MOtte RS EESEEIER 7

> MM BE (B 10~30%m A2 BRI EI/ER)

> MREBFEEER : /IR (65% ; 3/4 #& : 31~49%) ~ [EPMIKE D> (59% ; 3/4 4R -
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22~59%) ; B3k MP& (56% ; 3/4 4R : 12~48%) ; WEIK FNE (42% ; 3/4 4k : 7~32%) ~ &
i (52% ; 3/4 #& : 8~52%)

ARSEREREER’

> BREIEHR (220%) 81 : X7 - B - Bk BE - BR - KERE  SIE - &S - K
PE - B80%E -~ BRO - BREESS/RRADEESTS - M - EM - HINEERERE - /MR FEE - BIIEKED -

> EREAIFHRERE  BROERE  FIEE - LDERIB - 5% -

> HthSH@EERET ¢

1. KEFEEER : B EMBEER (50~75% ; 3/4 & : 3.2~12%) ~ KBFZIE (12~42%) ~ %52
(6~11%)

2. LIEFEEIER : SIE (32~53% ; 3/4 & : 6~25%) ~ EHAK1EZE (10~31% ; 3/4 4 :
6~17%) ~ M (12~31% ; 3/4 4k : 2.1~13%)

3. BERIARER : KR (30%)

4. RHMUEIER : S0 (3~28% ; 3/4 #& : 0~2.1%) - BRAMEIK (8~31% ; 3/4 4 : 0~2.1%)

5. BEELHEEIER : I8 (25~54% ; 3/4 4k : 3.2~13%) - BRHE%/MERnEE TS (16~32% ; 3/4
K 6~21%) ~ B (11~53% ; 3/4 4% : 0~11%)

6. HHEMEELEEIER : B&% (19~39% ; 3/4 4 : 6~19%)

7. ERZGEIFER 88 (17~43% ; 3/4 #& : 0~3.3%) - #E&HRE (13~26%) ~ B8E (3.1~17%)

8. WMWIRZz#meAMpEhE&EIFR : 2 (6~24%) - WIREZE (16~23% ; 3/4 # : 3~6%)

9. NEFEEIFA : OMEAE (16~25% ; 3/4 K : 4.3~8%) ~ ILRIB (6~13% ; 3/4 4K : 1.1%)

10. =5HMEIER : &% (16% ;3/AMR D 1.1%)  IRER (10% ; 3/4 4k : 1. 1%)

1. BERAEEIER  EFRERE (3~14% ; 3/4 4 : 0~1.6%) ~ WFREREZE (1.6~14% ; 3/4

& 1 0~3.5%) - ElF3 (3~18%) s Bzt (8~22% ; 3/4 4R - 4.8~16%) ‘ %%’fﬁiﬁiﬁﬁﬁé
(0~13% ; 3/4 # : 0~13%) ~ FIIYE (2.6~28% ; 3/4 #% : 1.9~25%) - BIMIKIE T 28 1E (3/4
R 1~25%)

12. WA HEEIER : KK (11~13%) * £/& (4.8~18%)

13. EREHEER | ALT £FH (41~49% ; 3/4 4 : 1.1~6%) ~ AST £F (35~40% ; 3/4 #k :
3.6%) ~ ALP EH (23~41% ; 3/4 4 : 1.1~6%) ~ [M#E_EFH (48~54% ; 3/4 4% : 1.1~7T%) - =
BEEDRAE EF (44% ; 3/4 4% : 3.2%) ~ [ N8 (27~34% ; 3/4 #% - 3.2~10%) ~ IixEE =Bk T
NBE (20~27%) ~ BelnlE L7t (34~40% ; 3/4 4% : 12~14%) ~ BRiEkDEE (18% ; 3/4 4k :
3.6%)  BEAIZE LA (13% ; 3/4 4 : 0.9%) - BEB & (28% ; 3/4 #% : 0.2%)

AR BEEEYETRRSRE - PRNENEIER - 8%  ZEYARSHEIER - RARERFTIRVENR - 28 M5
RE M ZE YR D] BERITER -
ZYRIFRANER ERERREMRRGIEIHNE RS ELE (Common Terminology Criteria for Adverse
Events, CTCAE) - BEAAHEIBAER(LERERE  MRERESUNBREESR - SUDRBERERTNF
- 0% ]
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BIDEE - DREM (1R~ PRRH) - BRE 3K Han G RWIET 5 R - E34E 3 RULNEIIERK - F
BEENARBHETHSRBNEE , ERE4REY  AZSFEERNTABERERE -
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wrEA’
> HOiRBH-—R AHERNZERA - BEEMRTRIRE - 2305 - EfaiREE -
> HERBEREAS MNoBRREMABAR - W hR—-

tEYATI= ZERAEREETIS
a2l 2 Ph+ ALL 30 mg PO QD 15 mg PO QD (#A/X MRD-negative
(& HERELEEZ) CR, <0.01% BCR::ABL1/ABL1 &)

R E th BEs A HI B )S &=k | 45 mg PO QD (FRMEE & 7 ZE AR A )
T3151 &2 Ph+ ALL

CP-CML 45 mg PO QD 15 mg PO QD
(ZR<1% BCR::ABL1 %)

AP-CML £ BP-CML 45 mg PO QD (FEEIE 2 2RI KRFR - BolZE
R MCyR #IREHI2)

*ALL: acute lymphoblastic leukemia; AP: accelerated phase; BP: blast phase; CML:
chronic myeloid leukemia; CP: chronic phase; MRD: minimal residual disease;
mERE
> BINBEAZHE .
o HREEEPEBINEAZHA (Clcr: 30~89 mL/min) : EBRREEIE
o HREBEBINEEAZHA (Cler: <30 mL/min) : RULERR AR ZEE 8 & R F -
> KTINBEAZRE .
o ENFEAENRTER45mg/d: HEE - P& - EERINEAZHEA (Child-Pugh A B or
C) Ln?‘zn 52mmJE"-E_'J 30 mg/d
o HNEZENZ Ph (+) ALL R ABBEENINEEAZHA (Child-Pugh A) : BAREES -
o HNEZEIZ Ph (+) ALLIEABPZEEEMINEEAZHEA (Child-Pugh B or C) : Zt)3EH
BIfEAR - —BREARKRE - AIFEARL S
> HARKEBRUFRZERZEE
REARRERNESE - Ponatinib HE=FEEHNRFEEIE - I FE

BISEE CP-CML BV EIE AP-CML, BP-CML, #h&a2kh Ph (+) ALL

Ph (+) ALL Z ZEHEAEIE

RENEHSE B - BRI R o R - SBinfermation 2025
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ERBAZEIE

E—ERERE 30 mg PO QD 30 mg PO QD 15 mg PO QD
F_EREEE 15 mg PO QD 15 mg PO QD 10 mg PO QD
E-ERETSE 10 mg PO QD BEKAIFEE B EKAIFEE
#BiE BEKAFEE
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> EBREFUKREE -
H4 > KA -
FHl |ASTRALT LAZ3E | > HEREElEEREREE TR -
AEIERELE > ERENEE— I BBENAE -
> EBRREBRIKAIFE -
ASTSUALT FHE 38 | > KABE -
BT EIRA T-bil
EHE 2 UL ESE
+R
RWXR | EBBLAS 1156 | > DEREEIEEREREE TR -
BEmEL | ERELR > ERELSE— B EREAE -
9’.'.
BB LAE 1521 |> HERREIRGREREE—STH -
ERELREFERL |5 mepymE—laWEEAE -
AR R OB 3
BEIPES LA E 2~5 E | > EERESIEEREREE TR -
RELRAER T | > geey kKRR ENRE
AR IR0 S8 = KRR 3% -
BEPES LA E S EER
8 IR
BREREOBREER | > KREE -
WS EFE 5 EERE
+R
BRI |ANC < XI10/L | > EEREEIE(ERER
Plt < 50x10%/L (ANC = 1.5x10°/L B Plt: = 75x10°/L) -
> ERELREEENAE -
> EBRERASLERE ERIS—AT
BB E— R BB ERRE -
Hitk | B4 > EEREEIEERER -

REMEHRSE  EEHE - BRARESFEMYBENERN -
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EREIRHEEMAZE -
B

TiEAEEIAERERE
B R LR B B4

Y V V |V

EBRRERASTEFRE

_.__._

% . ERE
BTS2 B BB
£=/M#

>
> HEYXOFAZHERZE RN <EYRZEER>

N\

Z6% o

>1=<
KAIZEE -

]]|||m

4

%/E%‘E JEEARRHE

\4

REFRAREELEREARE | (BEXRTDB/ESHEE PRBER)
glfEF RIRRIR/EHE BRARRIASE AL - BIRREHIREEH
BIRRESHE | OINEE - 2HEHR | > T 30mg/d->15mg/d BIE FHEER . LME
BARMEIZAY - ENAKID 3.1% - BSME 1.8% « BEIME 1.2% -
B~ BRI > TE45mg/d->15mg/d BIE FHIEEER | LIME
7 - fRIMMAERETEEE 7% ~ BSIME 43% ~ BEME 2.1% -
REBERLRE > TE45mg/d BIE FREAE | LIME 15% - BEI
B7% - BEME11% -
> BREESUE 113648 -
> ZLR]

1<

B AERITmAREALOMERSE - 18k
EfEEFFE -

> FAERIZEAEREESHMHEENER
BIRRESH | (BREA) BkE > BAE REFIRE 22~6% - REFIKEE
&~ KHE - IR A 0.7~1.5% - MENAKIEE 1.2~1.8% - HFEFKE
2 - R ~ iz £ 1.2% ~ SEFEFIRMER A 0.6% - RARE KA
2 0.4~0.6% -
> mSEPuE 25 @A -
> HERNZEAFEENERESE -
VRIS NT—proBNP £FH- > T 30mg/d->15mg/d BIE FRYSEEER : 6% ;
HNEEX téE/u 3/4 % 1.2% -
=S 7J<HE : %7} o>

£ 45 mg/d->15mg/d BIE FRISEHER : 13% ;
IR N2~ R 3/4 4 1 1.1% -

>

A5 mg/d BIE FRVBAER : 9% ; 3/4 K -
7% °
rEMEHSEZ  EERM  BEHRESFEMERBERER -
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sk AST/ALT EF ~ ALP | » 4% : 28~66% ; 3/4 4 : 6~13% -
EFHT-bil EF & | » HHEEEDPME 15 K2 3.1 ER -
2 FNEIHREEE | > AEARAIFEEEEE  UEBHREZEENH
= M MEEEF -G8 B8 | > BE4EE :32~34%;3/4# :12~14% -
g SEEM - i > CAERIWAIMEBEREE  WEBETEEH -
e - IR R
ek it % PerEE _EF (% > BEHER :23~34% ; 3/4 4% : 15~17% -
]) - Rt s LA > BRAFREPME ;8 %:ZF: 29 K -
> ABEVEMERSE 2 BB —XRIEHE  EES
BEEEN—R
BB BRmgmEs 8 | > BEEX:9~68%; 3/44  24~9% -
W NAEN R | > BREEETUHEI11EBET7ER -
BEE - @mMERE | > HERNWMSHERBER -
REH EZHKIE - REEF | > BEEX:11~33%;3/44 :1.8~3.6% -
IPEE - RAEDS > EFEAEANITEEMNIRI M - WIFERRR
m - BT ZN AR RAREAR -
i 1 fEEEWM - BHE | > BEEX:12~31%;3/4# : 2.5~6% -
NI - AR > CAERFEREAL MEA -
R B BZKRE -« BiEfEK | » BEZX :5~33%;3/4#8 : 1.2~45% -
> CABEFEERKEAEBER -
IMEREE DEKEE - B~ 0 | > BEE16~22%; 3/4 8 : 2.5~7% -
FEE - ELW0E | > AEFEEALEBIE (BREES) ROERR
=~ RS EAR (305 ~ OVIF - BBS) -
BHESM AMIKET ~ M/ | > EBPEEMEKET : 55~66% ; 3/4 4 : 22~63%
ANV > [M/VMRIET : 63~65% ; 3/4 4% : 31~62%
» EIM:35~53%; 3/4 4 : 14~40%
> :“f?ﬂﬁﬂﬁlﬂlﬁ 2 BEBM—REMEKETE - B
BEABEEEH—
IEIZARRIE®R | SRMIE - 2B | > SREME: 2.1~10% - BETLS : 04~1.1%
2% (TLS) RIB (BFR ~ KEE) - > JAERIERIFREL - W4A T B = hydration -
BRI R
oA ML E0RE | BB - ZBM IR | > —BRERERNLIR - BEEE MRI D2
JRAE R BF EEE - HOE ff -
(RPLS) K~ B
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SORSHE BEEFL  BEE > FREAFMTAIAI—BE R ponatinib - fiiEE /D REIE
HEBESFL EE BAGEOESEBRERLE
> HihREE .
BEREY R AZIRE A2 ogeiSME R R T S BEIE 2 aJ6E -
HRBEEBOREZY Y - REPBZFER 3 BADFEME BE2EN -
> HIFFHWTE .
BeRlE SRS T omZ8E - BRRENBEFER 1 BANARRET -
> HEBBENNTE !
RBEVER AR - AEQJEEE N B R EARIEZ OJFE

EYREER’

> AREFZEN CYP3A4 UE ; Mt RENHEEFE CYP2C8 ~ CYP2D6 - CYP3AS -
= O/pEt 2 CYP3A4 2 MNFI B s B ER H A - BEAR S WA A3
Hl - BIZRRIR NRETHERZ -

> BIRRBFETHERZ

il FA 22 5 AUC c{ 18 E ponatinib [REIE  REBEFEZEE
s CYP3A4 | +78% AUC of 45 mg/d 30 mg/d
HD I ponatinib 30 mg/d 15 mg/d
15 mg/d 10 mg/d
10 mg/d 2w
183 CYP3A4 | -62% AUC of ZEWw A
5|85 ponatinib

ERPRESAIER

> ZMIKETE : REERELEREN -

FTH20 (AST/ALT/ALP/GGT/T-bil) : EEMR BT HEK -
Pelnfs . ERERE  AIMEEASMBEENI—R - BREHEH -
ME : EAREE - EHREREN -

IREBIRE : BRI T e BAARERT AL - WISAEEAIARETAHRAAEA -
EBHFIKIZE - BREE - ORIB - LEBE - OVEBEHEREEN
ABEAIR A RN (EEBEEENNX D) -

REMEHRSE  EEHE - BRARESFEMYBENERN -

V V. V V V V
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> BCR:ABLTEREHA :
BCR:ABLT (breakpoint cluster region-Abelson 1 leukemia) % CML RERIEREH - i1
22 WIS LW BCREASE I WS L ABLTWERNREAERMS - PTEELH BCR-
ABL1 E8 7 ABL1 B BB B HAME(ENINEE - AFEZERITE tyrosine kinase #RDE(EAR
B HEBBEEGHMT - CMLARSLUEEEE -

> T315] K& .
T3151 % BCRAABLT EMAIRNERE B CMLRERMWRE Y —  AMGMEMREN
20% - b2 35 ATP &5 048 (ATP-binding pocket) ORI AE[EHE - FHEEE KBS
—f BCR-ABL1 TKI BE4 %2t - Ponatinib 75 =1 BCR-ABL1 TKI - E45534 RIS B RE
FofR T3151 SRE SR HI 1 BSPERE - W82 BCR-ABLT & EEHIHIR -

> A ponatinib M FREB T EHEZEURE - £ CMLaERE NENZEMEEERIGIE
t4 - 81%& VEGFR - PDGFR * FGFR * SRC * KIT * RET -~ TIE2 B FLT3 - F It ponatinib 7RE#
ZLEHEHIFIE (multi-kinase inhibitor) - EtEAEEZHOMESHIHHEEA -
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Figure 1. Mechanism of action of ponatinib in treating chronic myeloid leukemia (CML).
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