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8 0L 240 5 A e 4 B T A ) S R, AR 5 S T
By L 5 1(9;22) (q34;q11) , Bl 253 (Philadelahia, Ph) 4t
O AACHRRAE , 5 BT I 1 15% , 2 BRAE R R 1.6~2.0/
10 5, 1986 —1988 4EAE R [ 22 ~44 (T L AR X)) 46 A~ 2
JLIEAT I 4 S A LR A R, CMIL A &I R
0.36/10 7%, BbJA , FE LA 1 DX A8 34 1 27 18 25 2 78 CMIL
A4 K955 M 0.39~0.55/10 J7, I H. 3 [ CML H & 405 )7 &
RAEEEAL , CML H {57 & 9 4F- 3% R 45~50 % 70 1 v 7 B X
CML By KGRI R 67 % . BAR CML A A AN i, 5
SRR IR SR EPRALLL AT S A
SRR SRR R A TG T

RO, CML (195 B2 A 55 3 AN I IR B B < 12 14 1
(CP) I3 HH (AP) Fl 2 25 HH (BP) , K29 90 % 1y H  J AE 52 Al
B CP A2 Z Gk A AP, JF e &3k R 2 BP. CML Ry % ik
TR 275, 20% ~25% (/) /B % 1 CP E ik JE 2 BP, CML
BIAIT H bR Pk 1] 58 42 41 i i 4 24 KW (CCyR) LA K B
TRAG AT SN, B i R A 0 S R R RE R 3

H#T, CML BIRYF s R G 25 W0IR YT A TR IR T LA R
T M AR = R S5 3 PR3 i T 4 B RS A7 (allo-HSCT)
JEA IR @ CML BYME— 5%, {HJE allo-HSCT A:1E 2Z R T3t
HHEL BEFREZMEE, FDEJE (Imatinib) 1F 8 —4
JAYT CML 254, {5 88 1 10 4F A= A7 35 85% ~90% , T L LA
FH T R (P 5 e A 3 ) 2 R S R T 1 50 (TR i A %
T ARG 254367 Ak LT 20 BERS AL, BRI R 1 1k — £y
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KR R 1R R & R — RS ST s KB SRR B A ) A

I (FDA)HLE R )12 CML-CP & 3 (10— 2R I857 259,
{HR AR TKIGA VPR e i B JE FE TR A TRl 45 00
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A Ty SR — 2 WAy CML BB T E R R,
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®1 FOER EDERMBEE R —&KIATT#2 CML-CP fr ¥R

5 IR ERAAMCCR, %  H 124 MMR, % EFS, % 08, %
GIMEMA®” JEHHJE 400 mg, bid(n=173) 100 85 92(%5 304~ H ) 99(%5 304~ i)
MDACC™ JEIHEIE 400 mg,bid(n=61) 97 81 90424 HI) 10005524 HIN)
ENESEnd"™™  JEIEHJE 300 mg,bid(n=282) 80 44 9655 244~ H ) 97(55 24 Hirh)
95(4 36 Hirt) 95(%5 364~ Hirt)
JEHHE 400 mg, bid(n=281) 78 43 98( 55244~ H i) 98(45 244~ i)
97(55 36 1) 97(55 36 M H i)
(IR 400 mg, qd(n=283) 65 2 94(55 24 1) 96 (55 24 i)
MDACC!" RVPEEJE 50 mg,bid 5 100 mg, qd(n=62) 98 71 885524 A i) 100055 244~ F 1))
DASISION™ " A7 J¢ 100 mg, qd(n=259) 83 46 915364 H i) 93(55 364~ H i)
PO 400 mg, qd(n=260) 72 28 90( %5364~ F i) 93(%5 364~ i)
0325 KPPEJZ 100 mg, qd(n=123) 84(CCR) 93(45 364 H i) 97(4536 /N i)
LB JE 400 mg, qd(n=123) 69(CCR) 90(% 36 F1 1) 97(5536 M)

T : CCyR =25 {5 22 % ; CCR =58 A ML 24 22 % s MMR = 4853 724 55 i s EFS = LS (A E 475 OS = AR AR

JE PG AR AERAT B THESE . & B . H AHn At = 5408
CLHEE IR VDR e F IR 7802 Wi LA R AP T % JE i 24 sl AN i
7 145 CMIL 1 9 3ok e oo A B 44 11 2P bk 28 4 1 11 i s
(Ph+ALL) B, iAVPEJE T 2012 4E7E th = 34t 1, et
FFIRIT DR R N 25 3R T 32 1) CML 5, X412 CP i &
M) — IR TR AR AL

H |, 4 BRYE BN E 19 2 TR R e — iR Ir v
CML-CP (& KA | Z i RIS 5 4 591, 73l MD
Anderson J&9iE F1.0> (MD Anderson Cancer Center, MDACC) 1T
I ARIREE " RV Je X T L R JE TR YT W0 CML A8 B
5% (DASISION) T A I PR 55 17 . S0325 T HH I A 46
I E OPTIMBFE™ ., DL b JLITUING ARAF 55 15 LA V8 Je o5
X4, AN TR J5 T 6 H— 23697 9112 CML-CP (838 73
G AVETF RIS, 45 e R FARE R kv e+ —
IAY TS CML-CP HAG B
1.1 MDACC I Bl i e

MDACC JFJ& T — I AW 2 CP-CML JgWF5E 3 419 11 1A
I RIS, AIF T L9l A 62 1] 8 38, BEAL 32 1K VDR JE 100 mg,
qd (31 1) 8% 50 mg, bid (31 1)) T ZIG97 . Blvi 1240 H 54k
B IR, 98% By H 345 CCyR, T1% 1 5 4k 15 MMR , DF 5%
K IER B A [FIE T AL 97 3022 5 o RV 2 4F J5 19 EFS
88% , T OS FICHE A 174 (PFS) 3 100% . {EIE MK T
P SO 5 T, B 3/A BAS RPN R AR <5% , BEEILA
5 B8R S R RIME S 2 R R . BRI &
RN 13% AL T BIRE R3S, 21% 0B KB 3/4 R h
PRI D, 10 9% 116 FR 8 HAER 3/4 G 1/ MR 2L | 6.9% (1) F
HEATM(EE2) .

1.2 DASISSION""""TI #A & Rk &

DASISION J&— 51 [ 75 £ Ho0s MR 5T , 4 B LA T ik v
#JE (100 mg, qd) AR & D 2 (400 mg, qd) 1E R —4%k
TRITZIPIIRYT PhyL kB HH2WT CP-CML & Y7, A
FEILGNA 519 Bl ESE  AERI2 )T 34 A P4 101 (4 L Bl A TR AL
A3 GEVO R JR 4] 259 1], Hr Tk Je 41 260 1) , I+ AR 4 Hasford
FERTET I T oY 2 o B R IERE TR iRV R AETSE 11
FELE—124 A 3K CCyR frHifE TSR e, Rl 3
AR X B I € U P JFURE SR IR 81 A B BCR-ABL g &
LR R BT He g, IRV R 2 A T 2 R B R E M
22 RN HG A R - MMIR %6 (BCR-ABL<X0.1% )69% vs. 55% ;
logd %% 4 T 2 2% f# (MR4) 3R (BCR-ABL<0.1% ) 35% vs.
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GIMEMA®™” 15 JEIKEEJE 400 mg, bid 3 4 0

MDACC" 17 JE##JE 400 mg, bid 1 12 5

ENESEnd"™ 36 JEi&FE 300 mg,bid 19 16 7
36 JEIREIE 400 mg,bid 19 19 8
36 PHHEJE 400 mg, qd 13 21 7

MDACC™ 24 KUEJE 50 mg, bid 10 21 6

5100 mg, qd

DASISION™" 36 #AVh# )¢ 100 mg, qd 19 24 11
36 PHE#:JE 400 mg, qd 18 15 10

03251 36 kDEIE 100 mg,qd 18 15 10
36 PJHoEJE 400 mg,qd 8 12 4

22% 310g4.5 J4 53 T 52 (MR4.5) % (BCR-ABL<C0.003 2% )
22% vs. 12% . iKVPHEJE AL AKASF MMR [ H A5 B[] A 14.7 4>
A ST R 2981 A . EIGIr o Bon, 5
RO RH (n=16,6.2%) ML, B ERA(n=11,4.2%) i
JiE 2 AP/BP B A D o TR G RNE T, RGP EAR
L2 REH R AR AEVRIT IS L AR, 3 4R A R WL BT 1Y 22 4 M )
L AEIRYT 3~64 A HAlE] iRV SR Al AT 3 B TR B S
(245) FaT O (L3 4522, R BB JR 4 A 6 01 ;B 1524

DASISION H i Rfivi 4 R 2 8, ik V08 Je (100 mg, qd)if
575 A AL W CML-CP R 3 B — 28 25 HAA B0 RT3
Fe 4 FERRIH ) L 4% (BLN) GE X HRAE> T-24 O 5
Al G i R 5 A T e, LRI — 2RI A
VIR % .
1.3 80325 I #AIG PRIk B

S0325 86 " — 30 JbL SEPME L LRI I R 1) T ARl AIL
FEHE: , AFIi2 CP-CML B M BFFE T 4, XFis Vb8 e (100
mg, qd) FIARHEF B 585 JE (400 mg, qd) J7 R AT 1 X BRI
o WEFEILGN A 246 ] 3, #R 3% Hasford /G 55 9140 HEA T REHL
/Bt 5 DASSION {55 A FEA TR, S0325 3056 H 30 % 11 /&
NEERE . DT RS SR, B EE (DAS) 4 Fr 5
BB (IM) 41 7£ CCR (82% vs. 69% , P=0.097) .PFS(99% vs.
96% ) .0S(100% vs. 99% )% )y 1 2% 57 oG240 3 (AR 1
MMR (i =3 log) J5 Al 22 5+ A it 24 X (59% vs. 43% ,
P=0.042) . Ffiyi SAERYEE R TR A 220 5] R A ) 58 2 1L
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2208 (CHR) , Hoh A 1449575 (6 DAS, 8 IM) BN &, 5 4l
H% (3 DAS,2 IM)FET: . DASZHFIIM 2H 34 OS 435112 97%
(91% ~99% ) .97% (90% ~99% ) ; PFS 43 91| N 93% (86 % ~
96% ) .90% (82% ~95% ), 1513 (6 DAS,9 IM) 7E3RTS
CHR J5 #9554 % (5 DAS, 7 IM) B & 95 i e 3] CML-AP (1
IM) =% CML-BP (1 DAS,1IM) ;7 il 4 (5 DAS, 2 IM) TE ¥
BN E R AR LR T, s E SN 1T, ek D
AN Ry 3/4 i/ MRk 2> (DAS 4 18 % vs. IM A1 8% ) il
AR 2 ™ AR M I AR (19% vs. 3% ), Hirp 34 L b it it fes
BURAL 3], AR NF 2% (3R 2)
2 Rig&ER

JE AR JE S — R AT TKI, 78 43RG A FE A5
rp [ 2 gt o IR Y B T R T 24 B AT 3Z (1) CMIL-CP A1
CML-AP 3%, 2010 4£ 6 J1 , FDA IF R #tt i Je i & Je 1 T
CML —£RIAY7 . —ZRIAYT M HEAZ(H F 5 58 300 mg, qd, —
ZRIGIT R HERE T 4 400 mg, bid, JE IR R IBIT¥)12 CML
B IG IR IE B, SRR ML, B e iRIT e
fif CML-CP £ 35 7 5 40 B[] Y 375 3 155 9 MMR 26 1 CCyR
F, H A% B 5 R G 0 S & AP I BP AU IRHA] , A R
AT AT 52 , 4578 Je 16 B JE IR I W12 CML-CP (8 57 3L T A7
o,
2.1 MDACC II 25l FREF 55>

MDACC 7E 2005 — 2009 4F-H i T —Hi e T e i3 e —2&
VRIT W12 CML-CP (835 1 11 IR RS, PR 45 RE S T 2
185 Je — £ IA YT 9112 CML-CP 3% FLUA B35 17 e 4
P, WFFR—ILg A 614 8, oAy 12 BIRE AR e sz 2k A7
JEIRIT (2~28 days) , FEE B2 IR T 1L R b B i 8 e i 1l R 74
14 400 mg, bid, BT A 17.3 4 H (1~434H) . 1
121 244 48 #45 CCyR By 535 Fo bk 97 % .98 %
100% , 45 MMR 1 He 151 86 % .88 % .95 % , 244~ H I 14 EFS
$190% .0S H 100% ; 7ERGTT 4 4FH, FiliT (9 EFS 24 88% .0S Ky
96% ; LA T, JE I B e A AR 2R B0 - 4 R o A
L2 & T 1/2 9, AR /D HY IR 3/4 2R Ak M W% A B R , 4% HE
A% (8%) JEWiTE(6% ) JEMGF(3% )T s AR Mg 2= A
RSN, IV AN RS BE 25 5 HH R, 3/4 SR I LR =4 AN R
A HEWE P 1 i R (8461, 12% ) i/ INBR A (741,11 9% )
B (3H,5% ) . EAARE bRl R IE R R IRIT W2
CML-CP HA Ry 4k,
2.2 GIMEMA Il Al R Eee ™

GIMEMA (Gruppo Italiano Malattie Ematogiche Maligne
dell Adulto) I #A Il FREF 5T P AL A 73 B F 22 e ik e
400 mg, bid ¥6YT . WA LS RHEAR A 1 4R35 CCyR [ L
g R, 1240 B 234875 CCyR Fil MMR (4 EE 914351
1009% F1196 % , 34~ 7 i i CCyR Z£F1 MMR 243 51| 2 78 % Fl
52% P JE IS B e A e . BETT 15 4~ 2 e R
W32,
2.3 ENESTnd"™ ™I #AI&KRAFZ

2010 4F , G oids 22 R 2 i) B R R — T T e i &
JEXT A TR JE —£R3A 74112 CML-CP A4 T A1t (EN-
ESTnd) J32 44 125G T JE I8 e —Ziby 7 i am R e 48 I IR
R, BIHRTE 2k R T AR BEDIEE . P ARIATEN
w112 (6 1 W) IF HoR B2 8 Je sl 2t S Je /T 2
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FR) R AR AR 0 846 B FR 44 1:1:1 19 L A9 R ML 25 i 2]

JEVEEJE 300 mg, bid 41 (282 f4]) | JE. 1% Je 400 mg, bid 21 (281

f51]) A 5 JE 400 mg, qd 21 (283 f]) . BFFE 4G 9 s, 124

A BB MMR J& 3% % JE 300 mg, bid 4H (44 % ) | JE ¥+ JE 400

mg, bid 41 (43 % ) ) ZE I 2 & T 58 2 400 mg, qd 41(22% )

(P<<0.001) ; 7E CCyR J5'Tl , 12 4~ H if 2R CCyR M JE i #F

JE 300 mg,bid 41 80% . JE#%: /8 400 mg,bid 4 78 % M hE B

400 mg,qd 241 65% (P<<0.001). 244~ H MBaETISE R Bon, Bit

MMR #4351 71% 76 % F1 44 % , CCyR #4351 87 % .85%

M77% , e R AR THDE B4 (P<0.001), {HZEAE

PFS I OS J7ial, (R & R A HIB i B B L 25 R eG4 = XL,

HARWZR 1o 72y, BF5E A LA B P2 A9 O 4 R B

A, AL Bl i O IR (THD ) 0190 J& 2 Jik P4 9844 952 55 (PA-

OD). 364 HFfiizs R iR, 552 e B IR T A 7B

HEL T PAOD, HirJE 7% #5 )2 300 mg, bid 40 4 71 (1.4% ) , Je %

B2 400 mg, bid 41 361 (1.1% ) , MiAEG T8 e 41k H Bz A

RFMF, THD A KM RS kA2, RIS B e B

T JE 4, 36 A~ H AU BE T 45 3 /R, THD & A 5 518

3% A% 1% . PIABHRFY, JEi% R KR b e

HAEAT PAOD A1 THD R PFARAE 3 F %, T340, 72 B RS

D51, AR T A 25 4N B EE BoR |, 3/4 JAN ]V

AR K (4% ~8% vs. <1%) FiZHE (5% ~6% vs. 0% )

RENiHE (7% ~8% vs. 3% )T+, N AR A S W (4% ~9%

vs. 3% ) RAFIR AWM= (1% ~3% vs. 1% ) .
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25 FAr, B AR TKIVAYT T LLARAS B il | i 3%

BIT R IR VDB R A2 i B Je — A IF W18 CML-CP JR % 1

FERON L APk A T T Je 5 R B0 s B S B L 34, mT LA

#EAENWIIZ CML-CP (R —&KiIRIT 5. Hul, kb8

B 3 T2 PR 24 22 (8] 427 B A I R B 5 i E AT B b e,

A WFSE X R 24 1 7 ORI 28 4 b b AT Tal B e A (R vl T

AN TR 2500 B4 A R 035 T LA R 8 e Ak P45 1 A IR 25 X 1)

LB LE AR . SO IR VDR S RUE TS B ek T B

B4 TIT SO A X REGRC B, LA B 4 1T Ml 47 1426 428 CMIL-CP —

LRIGTT 2, R S TR R L
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