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16 P R 4 it 1 1ML % (chronic myelogenous leukemia, CML)
S — ol A U T 3 I T 0 % R G B R s A e Y
159 ~20% . BWGHEN 1~2 J7 /10 J5 , S5 Jy % WL 10 — R A 1
M2, CML DL 1(9,22) (q34,q1 1) 3 0 {4 5 37 T8 i 1 16 24 453
%% % X (breakpoint cluster region, BCR)-3 Dl /R #b (1 I %5 %% 55
(abelson leukemia virus, ABL) Bl & 3& R b 3= Fhn i, 136 [ 4
R4 T [ P210, )5 35 R — i i 1 1 2 TR U » B 62 S 0B
Bl e A S v e ME S A R B 8 CML pARAR RN

BCR-ABL [l 22 R 5 Al 5 200 10 23k L 43 22 20 i 285 R ARz 98
EONEUY sl L N (S PNl OR R IR oS s 1S e o
BCR-ABL ¥ 1 55 26 {5 53 42 5 3 il A= B 30 19 i 2241
L, 40 Ras. # 15 B UL B5%-3-1% B ( phosphatidylinositol-3-kinase,
PISK) . i % B2 W ifF (Janus kinase, JAK) /5 5 %5 5 T R 5 %
1 F (signal transducers and activators of transcription, STAT)
&1t . BCR-ABL Y3 BE BT i 742 3 o 200 i 9 265 B 1 5
A B ZEDIRE S L 3 A 22 B R AR T P AN i R 10 N 2 i 8
i 380 IR 0 & A R R R B AE 95 %61 CML B 11 it 738 40 i
ek T IE H 40 A1 R 2R3k BCR-ABL. T2 R A 5+
£y BCR-ABL B 41l i1 77 58 4% A 20R 97 CML,
1 RFHARR

B, Je (imatinib, B i 44 Glivee) T 2002 4F 315 2 [E £r
5N 25 448 S (food and drug administration, FDA) it #E ] T
JGYT CML FlS Jig 18] BT 40 Moo . O B8 2 & —Fh o F 30 1) 1Y
TR O 390 Al R ZE K BT (platelet-derived growth
factor, PDGF) ,C-kit #ll ABL /. GE 4% 30 114 25 & ABL % i
ATP 254 60 SR FEME T NI A 20R 97 CML. Bl 5 481
AL R B 5B e BT G B S 4 4 I 3 1% o 5 R
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JE AN 55 28 A Ccytogenetic remission, CR) FF&EIATY 1,
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A ACRW B REAL, H HR/CR 4332 53% /26 % 5 29%6/15% ,
WEAE1IENEERY.

RAGHEE R ol b2 H iRy CML A 824 . 8
PR R B AR B CML B3 KR G A — 84 A&7 4
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e R 25 ) E CORIRYY 3 A A R Ik B 5E 4 I W 2F % R
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BJeny Pht CML B3R 97 & & /MEWG M Ph ALL 7 s &K &
P B 25 B 1SRN 3697 13~615 d. Hi i 293 d.6 44 K
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