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PEE IR OJRIE & 72 2 J5RIETH H R R 11 FREHLE
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KF-BIo> 3 4EAA4F3R & DFS I %, LR Bf 88% & 72%. IR & 79%
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Z 8 151 (5. 9%) |2 3R 7=, 3 4F 0S 1345 % FLT3-1TD, D835Mt,
wild type (WT) T 35.3% 100% 84.3% (p<0.0000001).
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(p<0.00001) TWFNLHFEHRAEENADINLIZ, KIT
WA FEEIT (821 -AML D=2 THRINF L 720 55
HLDEBZ LN, —hH., BCKEATT#HEBART & &
AU T % CEBPa mutation M#ATCIL, 20 5] (MO3 5, M14
5, M23 f31], M44 51], M55 {51, M71 f511) > cDNA % V>, RT-PCR
B L Direct sequence ZHifT L7=, 2017 1 il (M1



16—3 /NEOERRME A M, HHER

TERIERRRE D 7 7 b B OfRAT & IRHRIEIC BT D A8

JEMB) IZ Base pair change : 1074-1075 ins. AGA (Amino
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Yot (R FLH DEFIT OV TIRHT U 7, AT X 8111651 C
2 BABNIN IR IC YRR (8L -T) Db, FRY
OWNIEFEILTH -7, +8D 1 & | IEFZRL O
BN T Ytk To-MPHE5-1-142> H 12 18 7= 7 e R
WISHBL LT, #I2EES 2 \WE6-MPTEH#E AT O/ AL &
FISHHEIZE O #FT L7 & 2 A, 2filz3~6%DEIEG TT
TICERE 7 v — U NEEL, REHICHEML., b
D B3 OB B & 6-MPUSIN & 2\ M IR CTOM-CSFH#]
MTFCERERLZEZA, 6-MPIRFRPICHE N L 7= Ye R 5
WaATHMAaIE, 6-MPIAHRIC & VB Lol b~
A & 222 6-MPIZx L kit 2k L=, PTPN11 & N-ras
DIEFIZ DN TR LTSRS L OU6-MP 155 H
(YL R EL 23 HHBL U 72 661 Hr 5B PTPNL L8R+ 0D 28
BAZOT=, PIPNIIZE R AZ O T2 1OV T, FHiCD34
BtEfAE s 515 H 7o & RFED 2 1 =— (2D TPTPN1L
BEOBRR AT TR BRI~/ v 77—V % an
== TR EREEOFEICED LT, TR Toan=
—MPTPNIER 24 LTz, —J7, FI80%D FRIMER /S —
A R RR20%DIR A 2 v = —(XPTPN11ZS 5 & et R B 4
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B9 2 Yt AR B I IWIRRED D AFAE T 5 6-MPHRH UM 0D
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(5) /NFEERERTAIEGERE (MDS) /B FHEF R ERME B
My (JMML) 1253 5 & eI AE « B —HER DR D>
5
1984 4E 1 A 225 2004 4F 7 H £ CToOMMIZ, WAL
VB —TAT ORI BT SE /NS MDS20 511, JMML6 5kt
2 & ML AN R R O TR AR IS DV TR T RIS IR
L7z, MDS XA IE 11 4, 2 9 i, JMML 1552 5 451, %
216 BRI AE B 1 X MDS 23 HF S 8. 9 F (2. 5-16. 6 F),
IMML 28 e fiE 2. 2 F (1.5-2.6 F) T > 7=, MDS20 il D
BRI OJRBIZWrIX Refractory cytopenia (RC) 7 4,
Refractory anemia with excess blasts (RAEB) 2 4,
RAEB intransformation (RAEB-T) 6 {4, [IMpsiz{k{5) 5
B Tod > 7. MDS/IMIL DY T, Zh izl
EFED 8 & 4 4], monosomy 7 236 L& 145, trisomy 8
D26 E 06, EOMOYEARIE I 4B L 1 HRRD
iz, 2ZWrin bBHE £ TOMIMIZMDS 23Rl 7. 1 2~ H
(1.1-95.4 2>H), JWL A3H9AE 9.5 7»A  (5.9-20. 1 H»
A). BhERIE, BREAY 22 61 (HLA —Zuffz 13 1, 1)
AR—iffx 2 B, FEM 761, P 446 Thoiz,
FERERTALE 13 MDS T TBI L' A > 28 11 #4i], non-TBI LY
A9, ML TlE Bu NARAEE 1 A BR & Bu+tAra—C
+CY TfTo72, GVHD FBAIE HLA —Fkififsk K7—T CsA
3 D UNIMTX B, Z 20 LAATlE CsA 8 D VWML FK LT short
term MTX DAEAG OEZ BRI L7, 2HITEER GO,
ZOHFRAEIL 19 B (11-49 H) T - 7=. &tk GVHD 1% 0-1
FE 85, 1T FELA 23 18 5], 1244 GVHD (I3 i "l RE Td -
72 21 617 5 BNZER D B V72 MDS D F53E1EL RC 1 44, RAEB-T
LB 2 BN EH—FT, JML 1L 6 Bl 5 FlA3FFH L
72Dy, D5 H 2 FNIBHE R MR R OFE TR
R F DT, @ﬁ%@%ti6mf,mﬁim@%f
30, PHEMEMAAE K 1, Rtk a v 7 14,
WEMEMTZE 1 Bl Cdh o7z, BIEHIMIZH A 6. 2 47, SE
@ﬂriﬁ S, RAEFR, MR, BREBEECRITE
NZIL 41%, 61%,  32%, 26% T >7=, MDS TIIAmEE
FEEMNZNE SNTNDR, ARETHREROF R TH
ol FO—HTEHRAEFH G L, ZOBEHRLE
HZble>TWT, BREEEZ O OIFR L TENL D
Tl AR OFERD B /NEMDS TER DO 11T
EMERBE CTH Y, EOIREEEAIHEL T 5 2
ETCILRDIBREBEON ERIIFRFTE S LB X b,
4 fwBELE ~OELE.
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