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The molecular mechanism of prognostic exacerbation by the addition of KIT mutations in
CBF leukemia
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Core binding factor (CBF) acute myeloid leukemia (AML) has a relatively favorable
prognosis. However, activating KIT mutations are reported to be associated with higher
risk of relapse and shorter survival. This project aims to clarify the molecular mechanism
of such unfavorable effects by KIT mutations. The applicant explained that KIT mutations
give poor prognosis to CBF leukemia through the induction of drug resistance genes and
the reduction of DNA repair-related genes.
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