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W5 A1), L 55, AT ARE IR 35 (15~ 62) % . R AU IZ I
FFESCBR IS IARE . I PR BERHE WL 28 1o AR AR Ak PR A ) 45
B K 35 5y : DFLT3-1TD B4 41 (FLT3-ITD , KRG Jf
HAh R R ) s @14 - NPM1 3£ [H %€ 78 4 (FLT3-1TD*
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DNMT3A ") ; @ ¥ 4 3 CEBPA %t A 5€ 25 41 (FLT3-1TD
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2 S RITEN bR « SE LR (CR) FHF4r 22/ (PR) LR LR

fift (NR) & &Pl br S DL sciik[ 6]

3. G JE AT IR F) CRIW BB PR 7 57 35 R 3k a1
Y B AE (allo-HSCT) , 455 45 fF (LRI Z5 2R AN R 55
TG allo-HSCT 2541 B AT ILENR YT, T K5 Ara-C
(3 g/m®, B 12 h 1R, 6 58) 3 ~ 4 N7, 52 W 5 B ik
P HIRIT AL CRIW B, AT P AT, i )bz
% allo-HSCT,

4. BBV SR FH L B e D i s TR T, BT
1REHE R 20174E6 H 1 H . EA17(0S)Rf a8 W12 2 H
FNFET H W O FRATAR R D) SR R B H k. ol & AAF
(RFS) A48 M2 2 H BIPR & BIIHa] .

= B

SR g 1) LR R ST REA 1 ¢ K36y, BRE AR 2R 2 [ 1Y)
HLFER FH AR 7 R 56, A= 47 43 1 2R FH Kaplan-Meier 2%, AN [F] 4
BA TR L BCR FH Log-rank K556, 581140477 2% F SPSS 20.0
Bk, P<0.05 WERAGIFE X,

# &R

1. P2 R B FE AR L - TA 7 241 58 1, HAD 57 R 41
3840, 5 ZE M AFE % WBC  HGB . PLT & i 1 41
Jitl \FAB 4341 FEPH 5284021 AN A A4 25 W e 522 R 3 T s
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FEAE %k IA J5 2540 (58] HAD J7 4 (38 i) Pii
PERN (], /%) 41/55 29/29 12126 0.076
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WBCLx10"/L, M(FE ) ] 29.1(1.5~190.1) 20.8(1.5~190.1) 36.0(2.9~162.1) 0.357
HGB[g/L,MGEH) ] 68(36 ~110) 72(39 ~110) 66(36 ~109) 0.502
PLT[x10°/L, M) ] 39(10 ~102) 41(10~102) 36(10 ~85) 0.672
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M, 9 7(12.0) 2(5.3)
M; 44 28(48.2) 16(42.1)
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Y AL TUS [61( %) ] 0.523
R4 0 0(0) 0(0)
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