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Molecular Mechanism Responsible for the Refractory Phenotype of FIt3/ITD*
Leukemia
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Internal tandem duplication mutations in the FLT3 tyrosine kinase gene (FLT3/ITD) are found
in 15-30% of patients with acute myeloid leukemia and are associated with a poor prognosis.
This refractory phenotype is most likely due to presence of the residual cells that have
escaped from the anti-cancer drugs or FIt3/ITD inhibitors in the protective marrow niche. The
seminar will focus on our recent studies on the molecular mechanism responsible for the
aberrant migration of the FIt3/ITD* cells and their resistant phenotype against FIt3/ITD
inhibitors. The potential therapeutic strategies to overcome the refractory phenotype of
FIt3/ITD" leukemia will also be presented.
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