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TR B, AR EEYT CML PER™ ",
1.1 fREFI=E

PR R A MR T CML-CP [ —28 25 %), I 45775 &
7400 mg/d o FEEE AR TKIs HEUET, X6 FAR R o)
BEIRIBIT R CML-CP f8 35, I PR 5 45 v £ T 5 Je 57
1 F] 600 mg 3k 800 mg, fif B BNIEA B M. JuHIEA
UL 358 1 2 25 i 2 WS RB 3 18 K i RIS 4 e 1) 58 A M i 3ok
2R AR (CCyR) , B REM L IR A3 . L B4 30
g 300 mg/m® (F5e K Ad 7 g 400 mg) o B T R AT I 235
B &R IRAT SRR IR Y 5 E YA — KAk —E R
F L DI B A B
1.2 #hE

7£ IRIS (International Randomized Study of Interferon and
STIS71 )5, (B JE i ar T /E HILRIAIY CML A “ % 4
FRUE” . 1106 Bl 35233 1697 19 CML-CP (B E WEHLREZ T4k
2 o FI & Y BB I (TEN-o/Ara-C) BY 2H -5 16 97 B Fh
400 mg/d P B R IAYT . 19 R, K BRAd A A Rk
JEIEYT R B B LY IFN-o/Ara-C 418 167 R 1T, B e
VAYTZH CCyR %355 76.2% , T IFN-o/Ara-C JA¥72H CCyR % 2
£ 14.5% (P<<0.001) ., fii FIfr S BB IrdHmBE, A
14.3% PRIGIT I sk 5 R AE G A i 45 1k 4k 2 h 7 ol 1)
3G TT , 1Ml TFN-0/Ara-C 253697 B, A 89.2% IV i
HRIRST RIS IR R, s Ik 4R SIB PG m R T e
VRITS, —y IRIS WL RY S AR IR EE R IE o « il I 5 2 i
57, AR 2R 2 81 % , UG AL A A7 23k 81 92% , AT
FH93% (LA B CMLAET- DL ) s 8 4F 5 , A 55% I B
Sk F R TR JETRYT L 45 % 11 3 TR IR FH 3t el o ik )
TR B HoAb i PR T 452 1 Ak Sl R S8 B 16T . kA
92 [E] Hammersmith £ ¢ (n=204) B — W5 HGE T 52 2
1 A36IT CML-CP —£R 25 & 18 57 o4 400 mg/d, fH
LR 5AENT , CCyR ZikF] 82.7% , Hirh , 25% 1 i 2 R RI/E
FHE KA ik 4k S fli A D8RR TT. A T SRR IR T
RO, — FEEA WA 114 011324835 R W 1A Y7 H 2
800 mg/d iy = LM TIRYT , 454 CCyR %145 90% , MMR %
iK63%", FHAMIEL T 3 T A R XT L AT T R e
BRI AT R i AT AR . I 4 T 476 R
WIEA P2 LA Rk BRI 5T . 7Efew) 61 H B, sl i
T JR A JTIZH 14 CCyR ZEH MMR 225 W] 5 b i 70 25 {4
RIS 22 9K, 12 )5, BI4LAY CCyR ZF1 MMR ZE3E45 1
HIXBN T o [FRE A FE A — 20 CML A4 TV 1 AR U6 Hh th 3
PR AR ARG 0 Al R S 12D A5, A (800 mg)
5B JE B RO S5 A 7 4 (400 mg) AN PRI R, x4k
ZE TR eS8 A TR AT, 57 i A 28 Je 72 CML )
EHATREE —EROR . R R e R R
FH AR RGN T AE T Y b R AL BRI VR, B REAE—
SEFERE LA A AT A R i D R eI T 2l 4
1.3 Ha8lEA

PP T R R BRI A B K RS K A
RPERE B R S WUR WURZE ST ik K
B %07 R TR B I i R N I D IRE R
PRI RERERT JFIRSE ALy A RIE S | LI e
778 1 L e R V1 R A (1R R A S /€S B N
SRR WK L PR R IALAE | ARG ILAE | ARG ILRE | PR L A
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R PEBRBEAG RO SR SRk R SE A R I R
W RBAE SR AN 2 A O FE AERR A TTH N 2
N 1 =i o0 ST I = 0 NP D) B O 1 =18 A (1
JE CRILE VUG R v IR PR E | RF G e L B BT L B R
b EEIE
14 HYEZ

PZ G Wyl W AR %, IR N R % 2 . )
T BRI O LS R T R AT I R 4% 225
1.5 ZYHEEER

/T 5 JE BE #E CYP3A4 B % g . T LA 24 3t ] 4
CYP3A4 il 57 i B2 i B S 88 JE i I e ok 3 . TRIBR, 4K
CYP3A4IHE T 57 T REAR 5 sk MR GG S0 8 JE I 2R IR 15
T CYP3AA W BRI T SRR TR J i 2 Tk i ™
2 RibER

IKVPRR B 25—~ T Ber-Abl i 245 1) 25 — X TKI, J& T+
WEMEER LRSS 25, 0T LA S TG AL B AR T AR IR S R A9 Ber-Abl
A FE K B ATP &5 507 5 254 I A 09 B B8R 1L FI R
YIwkIR Ak , 8 Ph(+) g A0 38 2E 2 BB sl A T, ARSI
TG R JE 9 300 2245, & P AR 43X P 25 S i
251 Ber-Abl A48 5 {H 25 T3151 A8 5% F317V/L A8 5, J2 Il R
SO S TEAL, W T315A V2991 51,
2.1 #REFE

FH T IR VDR e 042 3 B, ) e %) (5 R
FFR 2 BRI ARAFZE B, K 1R 94T B Tmids 24
YRR R AR B R B BE I (P am i) | IR A
IERCR LA o RV JEAEMIRYIT CML-CP A AR
1547 100 mg/d; X FRCRAS 828 10 S, 7t i mT v in ) 140
mg/d; X TR A CML Al FH R 140 mg/d. iRV 8 ) H
FRIEZA2Y , FH 25 RS i A 2 g e,
22 HWEF

IRVB R T 2006 4F 45 25 [E FDA Lk T8 97 A REMH 2
P T 5 JE Bl T R JR T 24 ) CMIL-CP, AP I BP g %219,
223 AR Y B — 2 M BE AL 6 B, SR V08 JE RE A e B RS
HUFH CCyR FIMMR, 7E— I G P 58 300, XF b 1k v
BIRAER 2 R VEHR 70 mg (7], 5 800 mg 175 71 = A A7 T
JEIBIT X R JR T 24511 150 45 CML-AP f 3% . 483k 6 4E 11
I RIS, & BLE VDR R AT s AL T S8 e . Bl X
XF R VbR R A AR A T T ST, R AR 1R VAR 100
mg O I, 54K 2 W BFIR 70 mg AR ) AT RSORR
2, Hn] LU S s D RIVE R &L . BET I iR DR R IR YT
CML [FRIER oA R K 1 IR BHK 100 mg. B 1 CCyR ik
F| 489% (i, 44 % By (G WP S8R JE i 2, 67 % 1) £ oA
L), 9 H 2 A R A TG R o0 80% , A A7 5% N
919%", #E—I A ARG, X 519 il Hi #1321 CML-CP
HBE T T kT2 100 me/d 95 5P 2 400 me/d )
SEAGIT RO ELF ST, 124 H R BIIR RE 2% ik VR e B
YR RCR B B AL T U T JE [CCyR K (T7% vs. 66% , P<
0.007) ,MMR #* (46 % vs. 28% ,P<<0.000 1)]. {EZ4PEITIH,
VR S M B — S R 104 A ) C A s ) R SRR
R A EL AR VR 18 IR V0 R 0 A R LA T R R AR
UNLEEZE BRI | B AE AT . BT iR IE A — 10 i 2
AERYIG REE B, IR VDR e A SR e B9 AT 5 AL CCyR
H(86% vs. 82% ). (HE, iR VPHJE R 2RI MMR
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F(1T% vs. 8% ). HHRPRIEHEE BT IR BEFRD
B e et i LI A CPEE 4L AP 1 BP %% b3l 4 4
RN, 5 —0r 36 A~ H MG K E G B, ik e
CCyR ZHIMMR 253514 78 % 1 76 % , i B Th %5 JE i CCyR
FEFMMR #6318 58 % F144 % .
2.3 HalEH

e LB AS BRI AL P 3 A3 22 s R i (3 4n
ML) A 10% ~20% S8 35 240 I R R MR .
by R 1 SN AT N I QT ZE K VS Sk, D BURETE
JH S RE I SR S IR I L AE I FH A
R LI F AR B 2 5 350 A 7™ 2 () B
24 HYER

MHZAI A A Ry Bk S S B MR 2 A .
2.5 ZHYEEIEH

RAMIFSE R IRV B S CYP3AA TR . kR 5
SR CYP3A4 B 254 (A5 2T Semss B8y Jemes 2T 85 3 o
P E RGBS A& R) [0 w38 ik vb 85 Je i 2
o UL, B 2R R 2 4 B 45 T CYP3A4 )
e,
3 EBFER

JEB B CIEE AR TKI, JE T2 Lk msse A 25, 2540 -
SR E R TR AT A L S — Tl SRR T 1 A R E Ry LA
ATP 35 PRI . B A0 Ber-Abl G IRAA 42 R0 254 T B
IR BRI G R A . ARG MG M2 B R 1 3045, T2
BRI KRB T e RN 2528 B R, W F317L , V299L Al
T315A 2378  (HASBESNH] T3 151 . E255K 1 Y253 Z875E-20
3.1 tREFIE

Je BB e VR SRR YT CML-CP (19— 254 , iR AEFE 7 4
AR 300 mg, BFR 2 WK, B 12 h R FH 1Yk W FA T 2515
R, 7 AT BN 34 1R 400 mg, 8K 29k, 1 h 8 IR G
2h/E MR FHZG RS S T 2R 2.
32 HIF

Je B e T 2007 4242 [ FDA A BT, FHT9A 7 b
R R ZE R R . — W 321 R S e 1 4 R
FW AR E B 2440 H U5 , 2460 % 1 H8 B 3R A5 £ 40
WAL AR (MCyR) , 44 % 19 B 5445 CCyR, 1 HLEVE A%
87 %™, FE— I T I PRI, Xt 846 44 Bt 12 CML i &
AT T IR B BE T RORI 2 AV E PR, iR 56 5 400 mg B ifE
R G TR AR . X643 340, 85— 4L ff A A1k 300
mg. R 2 A e B B8 (n=282) , 55 — 2 (i 71k h 5
W 400 mg FFK 2R (n=281) , 55 =40 K 400 mg . FFK 11K
FIE MR BB (n=283) . 124N )5, 3 /N0 EE 4845
MMR 4350 44% . 43% . 22% (P<<0.001) , J& & % Je i
MMR B @4 TR JE ; CCyR 43 31 80% 718 % .65% , JE
B JE 1) CCyR W B AL F 0 T8 JE 5 17 L 1% M CP 5546 hy
AP 3 # BP WL R B HF DMK (0.7% . 1.1% . 4.2%) .
LA RIS 3 4 5 IESE T R E R B e A I MMR
7 A 5 P S s SR AT, sl s /N, 23 AR e 2 R e
WA H)IF Rl TR, R B B B e FEfli I 34 H i, 52
FeAP Eh R JE LAk b
3.3 HElMEA

Je B R e M2 R M R BT L AL /MR s D
SiE PR 2N ek i RN L, L 1 -5 24 R 6 i A I
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2R VIR SR B SR T AL Kt BETE
WG9 .= 1 WUR ILERZESE . A0, e B B e A5 e e nf
AES L QTo ] B 2 4 AL ; 7EAK /D15 50 Tt vl G i BLAN A
L4517 T FR78 L I T R A
34 THYER

B QT LA MEE S LA i sl ARk il 2 B AR it i B
H IR
35 TAYIEEEA

CYP3A4 REMLIE S 2 8 e AR, ir LA7E F 25 40 1), )i
R [ IR PSR CYP3 A4 HIHIFI0,
4 1EEER

TP B e 2 55 AR TRII 150 . & e I B T3151 F1
V299L ZE75 (1 K 2 H00 G T B JR i 24119 Ber-Abl 2875 .
4.1 FREFE

PR e T 2012 4£ 2425 [ FDA Sty FH T X 5E Ay 2
PR TR 2 % i A2 09 CML R . I AMEERIE NS H 1k,
BRI 500 mg, X F i 24 4 F A R A, 790 Tl 2 50 #) 600
mg/d. THEFRIE AR A RG2S,
42 HIF

TE e T 4l 18 1) — T THEER R 1/ 1T AR ge v, 1]
288 {3l Xif A T 5 Je AN i 5% (n=88) B 7 A= 1fit 2 (n=200) f)
CML-CP B E 4 THGH R CIRIT TR . 245,53 % Ry B3k
2 MCyR, 41% Y 5 4K15 CCyR , 2 45 0 ik AR AE A A AR A7
PRSI T9% F1929%%7, Xt 118 4RI JE | JEe B8 e fikvh
B JEIRTTEB I CML B i AT B e 37 285 1 A A
1 32% 1Y E K5 MCyR , 24 % I J8 54715 CCyR, 14782
STESE F IR VOB R FJe B B R 6T 5 5 R i 2 Fh Abl 2848 th
[ FE AT 250 A — 350 T3 I AR 3 36 vp , X 8 F 119 502 441)
CML-CP 35 HEAT T I AR 58, 167 25 2 (770 & ok 500 mg/d
(n=250) , X B8 iy D+ 2585 JE 19 351 >4 400 mg/d (n=252) . 12
NAJE,PIE B CCyR K LI (T0% vs. 68% ) 5 SR, THA&F
eI MMR 23k 5] 41 % , TSR 8 R 27 % 5 1 5., {8 AT
B R IRTT M B B S ALl AP 5% % BP EG bR L T8 R
IN2% vs. 4% ),
4.3 HEER

TREF R e B UL RIVE F B IRYE Rk - BETD
il s KR B 92 PR
44 HYEZ

NPAS fty il SO D A P 2 o 2001 Rt L 1 £ i e f
%25,
45 TAYIBEEEA

CYP3A4 BERESEUEE 2 Je AR, T LATE 25 1) tha g
it G [R] s {8 R 8% CY P3 A4 S 571
5 THMEFE

A4 5 8 25 =0 22 8 45 TKT, 2012 4F 12 F 4248 FDA
HEE BT, I R IR T A A T3 151 2828 BH % i AL CML
(CP . AP I BP) 5k 5 #aA7A5 T3 151 278 [ 1 2 3 e o 1A [
PRI EL AN 005 (Ph+ALL) 3 38 FH FI697 B AH 2t
HAth TKIs {697 19 CML #I Ph+ALL. 42 H iiME— % Ber-Abl
A T3 151 R AE A 3L LT 25
5.1 FREFIE

MALNER JE IR0 A 45 mg/d, SR FH T IRZA 24 .
5.2 THRF
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TE—IALNE SR 1497 CML 4 T 391G AR 56 , A 60 1313
RREEZ TR, Hh, 438 BF4A T CP, 12 Bl B F 5
A T35 RAS . KB 4r U MR AR 2 Jiad 2 Fhek 2 Fh L B %
TKIs ¥ 97 o U3 s, 3513 MCyR #°4 72% , CCyR % h
63% ,MMR -8 44% , 12 #1774 T3151 2848 1 R, 438
FAFMIEF R o 92 % B E AT 2= 27 (7T5% CCyR),
MMR %4 67% . 1F 22 AP 8% BP [ CML ¥, 4 36%
R S L SR %, 32 % B ER A 3RAS MCyR . 78 113
WK (n=449) , A 46 % 1) B H IR1F CCyR (35 #5474 T3151
A )

5.3 HEIEH

WA JE 18 150 B 457 7 n SR ATE 74 2845 | 42 R 78 B0 & B
FE U R TE S A 0 USR8 75 Je dae i DL A Al i TR 2
AR (=20%)F il 2% s %2 SKE kT
S ERL ST D ME A MLRFEAS RSO AL HE I/ MR
YANRE BT PR AN U /L o EL A A D R A
54 THYEE

JCUA & 252k 2 (04T BF S BEIRERT O UF S i e it % A4
BE DI,

55 ZHYItHEIER

CYP3A4 RESE UM 2N I8 B9, ir LAAE FH 25 0110,
A [ B P CY P3AA 4 HI 1
6 B=RIZESHE

= AAZER G T 2012 4E 10 A 2 55 [H FDA HLVEFH T34 77
WA CML, %259 058 W E e Z 2 24 TKIs 3397 e R ATk
KAEALREE . B RN ZRE 8 R A, TR
F TG s I, 55 TKIs VAT CML BIBLH S8 e A—FE . &=
IS B, T T A I R B - RN A XA 4545, AT
AN R
6.1 tREFI=

T T ARAZ RN ik B RS, AR H 20k LA
14 d,28 d R LA™ JE), 15 B0 0002 S5 07 A0 F 40 i 3 0k &2 0
o BT R R ARG R Z 35, B B H 2 WK, ML T
7d,28 dh LAYFREY,

62 ZHF

1E—350 10 RBFSE b, % 62 491 24 3 2 # TKIs 1697
R SR AR, 60 B L AF AL 3 Fh TKIs 3397 HLEL & 24k T3151
RASKRIMETE B R BRI TR )T . AR
TT% W) FE BRAT 56 42 W22 22 L 23 % 1Y) JR S 3145 MCyR,,
16% 11 2 5 3545 CCyR; - Y9 18 LR b A AF N 774 A
H Ay 70 il iR B AbF AP A, S5 55 30 % 1 B £ B MR
S, WA 3R 12,0 ,24.6 A~ AP,

6.3 HrMEA

T R 5 HP o AL (A I3 27 A B IS 7 S I /I AR ek 2>
(76% ) R4 D (44% ) FXIML(39% ), AR ML F A B
FUNA KRG Bl R F T ST RSB ALY
64 HYEE

TCHA 2528 5 (H R AZ 45 B PR R TR R 2 o
6.5 ZHYIHEHEIER

ZZIREE R B BEM ], 245 BT EE i 24 B ] VUMK K R T b
PRI 206 FE RS I 1 T R
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4578 i HIA AR RERIER . 28— U TKIFHE e
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“AUTKIs B VDR B JE BB JE AT R JE X CHR 7> Ber-Abl 4k

PRI AR A R, Yo AP T 3 JE 77 A i 52 s T 245 1) R 3 A Bl 1l

IRTPRCR (R PIXT T35 RASTEAL . 45 =AU TR e X

KR53 Ber-Abl FE A 52847 2%, i HLJ2: il — X T3151 58728

ARUWE F TR AE A ™ 55 0 B0 B2 O 08 A 27

PER U o 53 b, =l Tl SRR WG 1 790 /2 = SR AZ T i 3= 2 1)

THEGECML B o Fr ATEIR FRIGTT R , IR 288 175 14

KRB, 2 (245156 D0 K% 25 W) A B 1Y 78 R B A P 245
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