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1. acute myeloid leukaemia with recurrent genetic
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2. acute myeloid leukaemia with multilineage dysplasia
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3. acute myeloid leukaemia and myelodysplastic
syndrome, therapy related
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5. acute leukaemia of ambiguous lineage
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/ul LR AY 10000 /ul UL EORE & Hiled 25 LI BT
BREHTLE (Z20TR 61.6%, 421%), €I T
APLO7 \ZEB W CIXAI2RED APL fild DT 4 BEIZSy
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