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T H BRI 3G 2 R g ek A0 i 1 & i g
1% kr 40 it 3% £, 1 FGFR1OP-FGFR1 5 41 41 fify 48
Z AR,



%11

A R A IR M R R R AN M 1 22 E (912 W 5RO « 755

PCMI1-JAK2 filt & 3 A J H AR K F 1990 4F &
UARIE , Ry 1 5] v PR R 48 B 1% 22 T BCR-ABL1 B
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S I B 2% 48 . CEL g nl 7 e AR 4 51k
TR TR A M AT S B g /R, 0 ASXLL,
TET2.DNMT3A, EZH2 45 3t K 28 28 5 + 8.-7,
117 R RAALS

2 5 H R TR AN 1S 22, oA ST I A1 2 | sk
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B, ok /D HE R R A R0 R 0 XX
WAL YR TT R B E I S e,
B AR R A R (> 400 mg/d), — & HOBE 1
[ IR i N Sl - e /NP v - A B OSSP
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VEAEUTARIE 5 LAY 14 S H L 8pll LR A
IR B8 2 RN R PR A R 3K IR T DR B 1L s
AT J7 28 BVF AR R0, S i AL 3 T 4 Y R AL 4TS
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ABL1, ETV6-FLT3 MLN-eo Xf [ 2¢ FLT3 #jl il
FE I 2R BUR R AR JE 8 Gilteritinib XX 26 8
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