5 37 5 2 10
2017 4 2 A

FOERRTEBERMERMNRE 3.6 1A BCR-ABL WM&

RSB R0 ([ SRR )
ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science ) . 231 -

T INES AW AR R s

(N NRERS R VTr 2N 22550032 R KA MR EBE iR, 7195 Fil 226000)

[ E] B350 58 RIr e gE: A M (chronic myelocytic leukemia, CML)J5 1 3.6 A~ A BHEY BCR-ABL 4% 5578 7K
SRR BB, 2 CML 3 R TR AR . 5% 8% T 128 BIWN2E P CML 3% st S8 e ityr ) 3.6
A~ A B A AR 9 BCR-ABL 7K -5 J5 2219 58 4= 4l Ml 38t 1% 27 S (CCyR) Fl F 243 F24 W (MMR) (U R &, S5 :CML B #35
EMR (343 72400, 3 4~ H B BCR-ABL<10% ) 3 b EMR 2 (3 4~ A BCR-ABL>10% ) ) [ 34 15 5 B2 A R a) 54 8 & 1)
CCyR 1 MMR (P < 0.05), 7& EMR &I H2ZH .6 A BCR-ABL<1%MHE APk S EMR H LB XRG4 EL (P>
0.05), i BCR-ABL /1 F 1%~10% K& >10%¥) {5 # 5 EMR 4 L EIFFAE S 242 57 (P < 0.05) . &8 CML {8 mE D

BIRIBITE ik EMR M EMR RIS 6 1 H BCR-ABL< 1%REM TR R AFHTUS , 0T LUVE R BT B RIS 2 —

[REER] 2 MEgEtE Ay ; 5 5% 2 ; BCR-ABL
[FESES] R733.72
doi: 10.7655/NYDXBNS20170221

P PEBENE MK (chronic myelocytic leukemia,
CML) J&— 22 R I+ 40 M PN, 90% ~95% 11
CML 835 #BBEAS U 1 2% 3k (philadelphia, Ph) 44 ({4
1 BCR-ABL fl G4, AL K™ AE 1 B BCR-ABL
il 2 1 ELAT A A T S R VBT 1, RE A% 5 I 4
M3 BE oA B R T I R TR 4TI o) 5] (tyrosine
kinase inhibitor, TKI) HEW&H [ #1#] BCR-ABL & H
F10 Tt PR VRIS A, DT T 0 L 184 B T 75 5
T, B R T REFAIRRECR . ASSC B34 1
128 W18 W] CML #2197 3 M2 6
A~ A I BCR-ABL 558 2 4l 3844 %7 [ . (CCyR)
K FEB T2 (MMR) RC R BURIEINT

1 XM&IFE

1.1 %

A Bt J A A K A B I R B I YRR 2011 4F 1
H—2014 4 6 H It 128 w12 LI S8 Je 3697 IF
FREE 2 AE IR CML BB AARIFST , Fr i ]
B R AT, B W i Mo 45 25 1 (R AE 2 5]
DI 128 B 5 67 B, & 61 il SEHI4E %
49 % (21~78 %), Fifa S e U E 12
Wi K2 o AR IR TITAE |
1.2 F&*

B IR YT AT A T A A, L5 SN 1M 40 A 4
X, BRARIEE, EHESER Ak, PCR K

[XEARERS] B

[XEHS] 1007-4368(2017)02-231-02

BCR-ABL filt5 58, MRIEAEES JEIE AN i/ MR
B UG A BT Sokal ¥E4M B A B3 34T L
e 400 mg/d MR hh i FR, A 1k
LH B, MR- 2B 0 Je A 2 KA 1R IRY7 TH IR
J5 55 3.6.,12,18 .24 AN JT K I 1 4 £ {4 B2 BCR-
ABL fil 2, AR B 4322 [ (early molec-
ular reaction, EMR:3 /> H i} 1 BCR-ABL <10%*)
e, H% EMR 5AE EMR 48 & JF EMR 4 A
[] S 41 (] 1) S CCyR \MMR,
13 %it® 7k

K SPSS17.0 #AF #4758 it 53 7 , R Ka-
plan-Meier 7%  Log rank f:45 b3 EMR 415 4F EMR
20 21 CCyR \MMR, 4k EMR AU A[AV.415 EMR 41
[ /) CCyR MMR 1 LL By R r ke 5e P <
0.05 NZERA G E L,

2 # R

AL B HARYE Sokal B3 434,30 1] (23.44% )
R 1,63 1(49.22% ) e, 35 4] (27.34% ) K fE .
AHFFE 69 1 (53.90% )ik E] EMR, 59 4] (46.09% )
KINE], LAAR B L 434 EMR 459E EMR 41,

Rl CML 8 & AE S Je IR 7 Ja AN TRl B ] 55
B REYL ik  EMR 47 3.6.12.18.24 ™ H BT £
T35 33.41.63.65.67 fil3kA5 T CCyR; 4E EMR
HAE 3.6.12,18 24 P H B R340 0.4.17.30,



- 232 - [[ZIND U 7S~ NI S

37 EE 2
201742 H

34113545 T CCyR,EMR £ 2 4], 4k EMR #H 25 {il7E
WG 24 A H AR R SATIAR BB CCyR, B LA
2 br7s ;s EMR 4159 EMR 41 FbAe e AN Ta] it asf ]
YEEZHEELT COyR, R BAG T FE X (P
<0.05, 1A),

qPCR K0 CML & FE B3 SR 1697 I 45 it ]
JiAY BCR-ABL 3% ,EMR 417¢ 3.6.12.18 24 1~ H
R A 0.12.42 .57 .62 i1 3k41% T MMR; 3E
EMR 41 7F 3.6.12.18 .24 ™ H i 3140514 0.0,
5.14 18 343 T MMR, EMR £ 7 4], 9F EMR 4H 41
BIEIREE R 24 > H PR HEE MMR, & DU e b
7~ AL LA EMR 4 3E EMR 40 7E 5 2200 AN [a] B
]S A L2 RHE AR MMR, 2R EASH¥E
X(P<0.05,K 1B),

o » o

EFCCyR R (%) =
o o o o ~
~

o

g
=}

036 91215182124 036 91215182124

PEERIRTESE () PEE SRy TSR ()
~:EMR 4 ;--.9F EMR 4.,

BEl1 CML #EF CCyR(A).MMR (B) &7 EMR X 3

EMR Atk

R IX EMR 1 8 ¥ 6 4~ H i} ) BCR-ABL
K4 BCR-ABL<1%( T 4H),1%~10% (1 4) , >
10%(IV4L)3 MARRIEA , 5 EMR 41( T 41) teds
124~ H CCyR M 18 A MMR, 45 B/R, £ik
EMR 18 6 H BCR-ABL<1%my £ H 12 4
H CCyR & 18 i~H MMR 5 EMR 4l B4t it %5%
(P> 0.05,% 1), 1fii BCR-ABL £ 1%~10%2H } >10%
205 EMR 4 LB A B EMH2ER (P <0.05,% 1),

*1 FEIERBIETE BCR-ABL AREKESATG LS

(%)

215 % 12 41~H CCyR 18 ~H MMR
14 69 91.3 82.6
m4 11 81.8 63.6

M 4H 17 29.4* 29.4*
V4 31 9.7* 6.5

5T, *P<0.05,

3 4t i

CML #3153 CCyR M MMR Fi/R % K &1 i
J&,2016 MU [E CML 2WiH 5i16Y7 F8 R E S FdE

N BRI HG 12 A4S A 3k B CCyR AT ] i [1] f5 3k 5
MMR, fFE#JE 25— TKI A CML 12 Y
— 225 C U AR F I RCR (B2t
BJCIRIT I CML 83 75 25 45 g — AT TKI 50 LA
BB . MR AR SR e iR T IORUR T
A — AR TKIIRY T2 UG I i — .

3 4~ H BCR-ABL <10% % iR 5] ¥ J5 K & 14
CML & A EHEMED ., AR50 T 128 Y]
21 CML 2% EMR %3k 53.9%, it —H 0t T
EMR 5 CCyR K& MMR Z[8 Y& & ,3 4~ H BCR-
ABL < 10% 5 # %8 BCR-ABL>10% ¥ 5 % 75 J5 22 10
f ) 25 A % R 1 CCyR A MMR R, M5 — i
ESE T 34 A B8 BCR-ABL ZKFEXF T CML B U 3
Wr A w2 L, HRTZEEE AT EMR XS H)
Wri (B, TXT EMR S S 3l 6 4~ H iy
BCR-ABL s A /KPR i 15 R A1) SR 3 52
b AR 34 A KK EMR (B EHE 6 4~ A it
i) BCR-ABL 43 iUAN[E B934H , Hirf BCR-ABL<1%
18 H 5 EMR BB TS o B2 7, 1%~10%
21 Je>10%41 5 EMR 4 LA i 225 55, St
JNSE YT 45 R — 2, 378 6 1~ H i BCR-ABL 7K
FREEHES B U EMR R CML B35 s R Af
MR PRI SCHEN CML P8R B 8 e h
J7J5 ik EMR(3 > H BCR-ABL<10%) &% EMR 2l
Ky 6 > H BCR-ABL< 1%REFE /Rl S B4F 1
DAT LI R T iR 2 —

(53]

[1] Sokal JE,Cox EB,Baccarani M, et al. Prognostic discrim-
ination in  “good-risk"chronic granulocytic leukemia[J].
Blood, 1984 ,63(4) :789-799

[2] Hughes TP,Saglio G,Kantarjian HM, et al. Early molecu-
lar response predicts outcomes in patients with chronic
myeloid leukemia in chronic phase treated with frontline
nilotinib or imatinib[J]. Blood,2014,123(9) : 1353-1360

[3] Bee PC,Sekaran V,Ng RR,et al. The predictive value of

early molecular response in chronic myeloid leukaemia
patients treated with imatinib in a single real-world medi-
cal center in a developing country[J]. Singapore Medical
Journal ,2016,3(31) :1-16
(4] SIPME, PUESE, BRI T 5. B JE AT 18 BCR-
ABL e SRAIKAAE 251 BB PERETE F i 8 P A
JEMELT]. AL 24, 2015,36(07) :553-558
[WfsR#] 2016-07-03



