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WFZE R B O EE (2£3C) : Constitutively activated aberrant tyrosine kinases play
important roles in development and evolution of hematopoietic malignancies and are
also implicated in acquisition of therapy resistance. We found that the chemotherapy
resistance of hematopoietic cells transformed by BCR/ABL, Flt3-ITD, or Jak2-V617F
could be conquered by combining specific tyrosine kinase inhibitors against these
aberrant kinases with DNA-damaging chemotherapeutic agents and elucidated the

underlying molecular mechanisms.
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