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ko Lu %D 3R 56 CE K JG 75 e, B 5 &/, LT A T 6
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B B AR o R M A T st

3.4 AP E RO A 3% 3 R (denaturing high-performance
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—2RIBIT 0T LR A S R I R AL, H AN B
By [ st P F 92 B4R T FLT3-1TD BHM: J FLT3-1TD B #: i 3%
7 allo-HSCT #9573k, & I allo-HSCT I AR AESE 428l FLT3-
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s o X 24 0 4 B L AR RT )8 5 PKC412 Al CEP701 7 #) 4l
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1.1 AR5 2% &% 1F (acute postoperative seizures, APOS)
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1.2 ARJFIE &8 % VE (late postoperative seizures, LPOS)
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