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R R AR 5 — 1% R B 6 35 ( tyro-
sine kinase inhibitor, TKI) j& 47 Fri2 Wh 8t i 40 fd (5
ML ( chronic myeloid leukemia, CML) {844 %8 ( chron-
ic phase, CP) & ,8 F L F (T4 7 FE (event free
survival , EFS) | JC it & 4 £F % ( progression-free sur-
vival , PFS) #1 & 4 72 % (overall survival, 0OS) 43 %] &
81% 92% M 85% ' , WHFHEK | CML-CP B
A Bl TN Z 0 E R R (20% ~
25% ) LA B AR B 8 SR iiif 25 (20% ) ,40% ~ 45% 1)
HAREALRIEIAIT, 7% ~8% W B & &Ik dEIE 2
ﬁﬁ,ﬁ accelerdted phase , AP) 5§ 22 7% ] ( blast phase,

- FORRRAE CML R R E EAE

/188 1?2’%@@751%%’]7%?9 BCR-ABL {#i FldE
H#i 2 Fh, 42% ~90% it 25 81 5 BCR-ABL 4%
FiHL 75 BCR-ABL BB R 2 , £ 18% 4 BCR-
ABL £ R 18 3 8 19id % 155 4 BCR-ABL {K#i 4
HILEEL 5 40 M54 15 B 1 R % Sre KRS Lyn A0
Hoek WEASHLE o SR S 8 R 25 s &
SE et sz, 58 X TKI BLzE i A

BB R AERHERE AR R TK Z
— %% SFDA #ttife J iR 7 B S & Je it 25 i AN it 2
&S CML, TE2RETER, R E L st e
HF#Hi2W CML-CP &89 —2&iRIT . A0k
BRTE CMLAR T () EEM R — 5k

B R R RE D RmZE KL

KV 8 B—RRBAY BCR-ABL S EHTHI 7
HEMT AR THIERMEEER, TS5 ABL
AR R RGN AT ST
PRAMSEIE B 7R, R VB e WA 3 s R Bk T3151 u%
B4 K LRk & T S8 Je iR YT ) BCR-ABL %748
it 245, % o5 25 i) BCR-ABL 40 Mk G410 il 66 1 A AR
IR0 325 £, RIB BB 16 157 o BRIE
1 BCR-ABL 4, 35 Vb5 JE 3 #3288 , 4n Sre
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PDGFR F c-kit 55 B Mg 1614 . Sre $E G 1k W F 17
0,85 2 it 2 By 552tk B ) CML L & pH i 2 {4 FH 44
AUMKBARANRKS . ATAPERILELE
Je A SEm A3 BCR-ABL BYfiE 7, wRE SR T
BCR-ABL i A 5|20 f 5 & JE Wy 25, 3 nl 410 il
Sre 2 % BBEE AL AT BUA4E BCR-ABL (K #1212 3
SR . i TR ER AR PR
FIE R AE RGO IS 4, T LA 3K 45 3 /= A9 40 B 4 ik
E' . ARTERLSERMEBRER, AW ERIET
LA A% 1ot o Bl 5 B, T REXT CML ik 342 2 S i3 S0 9
BEAC .

B RIER ZLIETT AT CML Byl KA 5

START %5 Il $HIG AR BFSIESE T 1610 % e w]
LARLEIIR ST 7 B % JE AN A2 BT 25 19 & ] CML &
# . START-C Bt /R Tk & e HI T CML-CP #Y
A BAERNG 21 387 il Lo JE i 25 5 AN if 32 Y
CML-CP &3 ;A7 B JE 70 mg,2 K/d,2 F55 440
i 35 15 % 28 f# % ( complete cytogenetic response,
CCyR) K 53% , H{iikF| CCyR BfE] R 3.2 1~ H,
HA190% BHETE 24 A U3+ CGR, 2 4 0S FI
PFS 437 94% #1 80% 7 . START-A START-B #}
REW, KU 70 mg,2 k/d, 7 HI%F CML-AP
CML-BP B&E WA RIFRYIRARITAL AP £ 1 £ 0S
4 82% , PFS B 66% , 8 & = 7 ( myeloid blast
phase, MBP) & & &1 (i OS A1 PFS 435 4 11.8 4~ A
6.7 H,# & 2% (lymphoid blast phase, LBP)
BHEPAL OS F1 PFS 44508 5.3 A M 3.0 4
H *° . START-R BF5CBEMLILEE TRV 70 mg,
2 k/d %ﬂm,lljgﬁi‘fbﬁjﬁ 400 mg,2 K/d 3R 5
JE 400 ~ 600 mg/d Tt Z5f) CML-CP B # fyral,2 4
BTARBERADERABENENEMEN R E
MTarEREEEH] FEAMRIEFERE
( major cytogenetic response, MCYR) 53% wvs 33% ;
CCyR 44% vs 18% ; ¥ B 73 F % 2% i & ( major mo-
lecular response, MMR ) 29%vs 12% |, 1 Hik¥b ¥



326

JEHITRE AL 18 /4~ A B, 90% 1% 1 7 e 16 9T Y
BEHSF MGR, iBNERIBRANHN 14% .
KU R R AT 24 A RTRY PFS N 86% , B BAL T
BRI REOREAR65% ",

7£ START RFIB 5, K Vb5 e M HERE | & 1Y
70 mg,2 W/d, FEED,2 WMEAZ Ho.0 BEHL TP
KT R B IR R E T A& BTE CML-
CP WHEE I B 2 100 mg, 1 (K/d, ENE 2 EH 8
FHEFERR N 140 mg, 1 /4, CA180-034 X5
AT 670 B8 JEIRTr M2y (497 ) BRI 32
(173 §) CML -CP B, FEHLIEZ AU E 8 100 mg,
1 %/d,50 mg, 2 ¥k/d, 140 mg, 1 &/d, 8 70 mg,
2W/AIEIT. 6 A REVI B HE R, RE 100 mg,
1 YK/dF 70 mg,2 WK/d 2 B H BB # R
ZH Y :MCyR 59% uvs 55% ,CCyR 41% vs 45% ,{H3%
52100 mg, 1 YR/ d 4425 B B 2 o 52 A B 0 « B s RO
(FAER, 7% vs 16% ;P =0.024) J& 3/4 2R Il /MR
W (22% vs 37% ;P =0.004) KA F ] BREAL, HEL
EHIHT(51% vs 68% ) T B (30% vs 55% ) B {524
(16% vs 23% ) BILLBIEAR ™ o BT LRGSR, wifit
T CML-CP Z&IRIT s B R H 2 H 70 mg,
2 R/difi% A 100 mg,1 ¥k/d . HAET, X—H5EM 6
EREIAUTAN TR KA ST &%, 8
[ B T 3697 3 A A B B4 F AR 6 A
112 AN 7 B RO ATA I3 A5 2 SO X 39 A A7 00 T 4
B, RN, EZXDER 100 mg, 1 W/d HEE
B ,31% B BB THRZIRYT, B CCyR M MMR %
43514 50% F0 42% ,6 4E PFS Fl 0S 43 Bl K 49% i
% ,{212.5% MBHZFLT CML BAR R 1 o 1897
3 /I~ A Bt # BCR-ABL < 10% HiR & B i PFS #1
0S ' 6 A 12 4~ H B 3548 CCyR 5 MMR Hi/R
AT PFS'

CA180-035 X7 I JE it 25 5 A i 3% A CML-
AP BP B (611 f5)) i A V% 6 140 mg, 1 ¥k/d
F170 mg,2 W/d #47 Tt RS EE 140 mg,
1 k/d 170 mg,2 WK/d K 2 4F, FE M7 R
Z ( major hematologic response, MHR,66% vs 68% )
2 MCyR #.(39% vs 43% ) #24,2 4 PFS(51% us
55% ) J 0S(63% vs 72% )AL, MH,1 &/d L
2/ B E R AL, B TR & A R B R
(FFERT: 20% vs 39% ;P <0.001)!"*' | #£ CML-
BP & ,1 K/d 52 K/d4 74 L, MHR 7
MBP %% 28% , LBP }742% vs 32% ; MCyR 2% MBP
% 25% s 28% ,LBP % 50% vs 40% ;2 4E 0S %

MRl afERLAE 20124 H18% B

MBP 3% 24% vs 28% ,LBP % 21% vs 16% ; F#E, 1
w/d BB AEF

REBBERETHSZIRIBERIRT . AU BERE
WA B R AR S 85 L EL B2,
IR RE e LA B REES. FIREE
(IR TR TR AR SRS BB A MR AR R (OB AR
Fba, AUEE 70 mg,2 K/ d iRTTHEREB S A KR
N, TR B R 3 ~4 MR E AR, CA
180034 A1 CA 180035 FFFT % #1100 mg,1 ¥i/d, 140 mg,
1 ¥R/ 43512 CP Fis#t B 88 ( advanced phase, AP) 5%
ERIE 735 70 mg 2 IR/d #824, (BAR R R & A%
B RSAE, CA 180034 5711100 mg,1 ¥k/d £ R 264
B IET R RN 1% BT R B E
2 SR R, TR R R R A2 14%
KEsPH 1 ~2 4,3 ~4 B R AR 2%, KR
WHETEA R EEREZE, WEFRRMA S
FithATT 2 R FIRR, T A R
AhEE, SR FEARSC RO H I S L AR IR BE R | B
St AT 2 R G i, P 3 Rl 4 BB
T R R LA & A R A 4% 2% R
W2 RSB E AR <1% ., KEHiAEXE
PEHREREA 3 ek 4 S/ IMREAE " . EAMEA
FESRPEERBHXNMSkEE(SELR
BAR AL 18T 40 0 A R Sk R ) 7 (B

ABL B R T iE R H RV B RIEN &
BITR DB ARANZ &8 CML B ENEE
RN K, WK RIE KL, T315A/1, F317/L Al
V299L Xk VbR Je IR A, BRIk Z Ah &5 F s A8 1
AR ER T . YR, BEERERRI S
RS R B RN, R A TKI #9
BRI

B A AT A TANSH CML FIMEARIREE

DASISION FH 5% & — AN FF Rl BEHLXT BR g T
RIS, 519 Bl B2 K CML-CP 24 10 1 [
VR D& 2 100 mg, 1 /d(259 ) it 5%
Jé 400 mg, 1 1K/d(260 1) Hi6T7, B 2 W R
At 3%, FEBMRLES N 12 DA HIAK CGR
(cCCyR) , IR EHF IR L 55 AT BT A1 9 MMR DA Rt
7k4% CCyR \MMR HyEta], VAT 12 > A B, ik V&
JRHH) cCCyR IR & FHREAERA(TT% vs 66% ;
P =0.007) ,fEfalatia] A9 MMR B8 B T HE &R
41 (52% wvs 34% ; P < 0. 0001),12 4~ A & MMR
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(46% vs 28% ;P <0.0001) . %% CCyR 1 MMR £
BE, 2 BERAEEE THIERA (P <
0.0001) ™, kW& SFEIHEMIL, EhER
Ho IR BN G MG 2 SN R4 T2 RN, (H 2 7 ok
TERD BB R KU, i 7 o e E] A IS B
3o B 3 FLREKM,/IT 3 4 HAAF BCR-
ABL<10% W B E RSB RAMB DL ERALF N
84% F1 64% , KIS HEIRM 4> F ¥ LI Bn & B IFH
3 PFS f10S, kU ERHAERE, E3 MNAM
BCR-ABL < 10% K B #,3 4 0S 1 PFS 4+ 5| K
95.9% %1 93. 1% ,3 4~ A Bt BCR-ABL > 10% & &
# 3 4F 0S #1 PFS /3514 85.9% 1 68.2% ' .

DHMFEAYMERTRREBSFE N1 ~2 4,
MR 3 ~4 BRI MR 1 24 20% |3
~4 FRM/MEED A RR D ERALZ FHRDE
RH(19% vs 10% ) , Z WL FiRrEImT 4 M. FEil
BFEE:ADERAL TROEREAA, EL K
e LK KRB, R R R IR R B IR
BHERAKMEER(DINHA19% vs42% F19% vs
36% ) (LK RATHERBER 1 ~2 HEY
05 10% (B3 ~4 HENH 1% . BETFHIFRHLE
F LAV ER 100 mg, | K/d BEMMAHERR
BRI Z5 & Rt e I F CML-CP B9 887477 o

U\

M FRDERHGHANZH L8 CML £ 3%
VRN ZRIGT B THANAE AT 2.
IR & . CP A 100 mg,1 {X/d, AP i BP } 140
mg,1 W/d. 6 FEREIHERIERT CP RBE XU ERST
MIFAM, BUEERHTEHZH CML-CP, Bttt F
PR E AR EF R PR, MR ERAE
ErREVTLAGIE SE AR 25 B PT REME . TitER CML-
CP BEM—LRR —RIAYT , BB R A% 3 M HETH
BCR-ABL 7K 3] B A= 77 -
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