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http://www.gqgr-Imc-nmp.ca/chronic-myelogenous-leukemia-cml/?lang=en
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Survival 1983-2008

Primary imatinib, 2002-2008 (CML IV)

— IFN, 1986-2003
tHIMN AN Yy, 5_Japreuper!eben 53%

ET N Hydroxyurea 1983-1994

5-Jahresiuberleben 93%

nh = 2830
'(% IFN or SCT + 2nd line imatinib, 1997-2008
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= Imatinib, Glivec (E%72)

E_f

= Dasatinib, Sprycel (1H%k)

= Nilotinib, Tasigna G2 %)

= Bosutinib, Bosulif (& &7 _m)

==
= Ponatinib, Iclusig (32 8] fiX)
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MAGIC
CANCER BULLET

HOW A TINY ORANGE PILL IS
REWRITING MEDICAL HISTORY

Daniel Vasella, M.D.

['Chairman and CEO, Novartis |

with Robert Slater §%& && &=
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P= .4636

£ P=.0498

20 - 19
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CML #8RB3ET, to 4th yr

P=.0547
P=.0250

13

Nilotinib 300 mg BID ¥ Nilotinib 400 mg BID ¥ Imatinib 400 mg QD

Kantarjian HM, et al. Blood. 2012;120(21).[abstract 1676].
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107 BREENEHEE>00% vs <=90% 94,50 101 EREEIEHEE>90% vs <=90%

024 p<0.0001 ' 094 p=0002
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B3 : Bazeos et al. Blood (ASH Annual Meeting Abstract), Nov. 2009; 114: 3290
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Patient years
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Chen TC et .al, Int J Clin Pharm. 2014 Feb;36(1):172-81 ( % & ¥ L+~ & )
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TKIs BNIEM&EEEERH: EiI7x

I T T T

A igt ’ﬁ JAAE A ﬁﬁ; 'ﬁ AN
ko 318 60 6 .
% 293 55 8 1.5
LR 3R 261 49 5 0.9
B 171 32 16 3
il 152 29 5 0.9
HE 137 26 23 4.3
Rk 125 23 3 0.6
U 108 20 1 0.2
M & % 100 19 4 0.8
A 7 99 19 0 0
R’ & 95 18 2 0.4
i 93 17 0 0
2 LA 7 13 3 0.6
A 69 13 0 0
AR 455 46 9 2 0.4

Kantarjian, H. et al. N Engl J Med 2002;346:645-652
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PACE (2"Y) ENESTnd(5" Y) DASASSION(4™" Y)
Ponatinib Nnilotinib Dasatinib

PON 45/d NIL 600/d NIL 800/d IM 400/d 100/d  IM 400/d

Gr. 3/4 Total Total Total Total Total
PAOD 2% A(1.4%) 5(1.5%) 0 0 0
IHD 6% 11(3.9%) 14(5.1%) 3(1.1%) 10(3.9%) 3(1.2%)
CVA 3% 3(1.1%) 5(1.8%) 1(0.4%) N/A N/A

PAOD: BE#hikHE M ER
IHD: tAMMMEOlEmR (0&TE - IDHLEE )

CVA: Bsh /&
PACEMfZE S - Ponatinib &R FIBEFRNOLIMERBIERZEEZE> 20%
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E-mail: bskomd@ntu.edu.tw
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