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This study was to determine the molecular mechanism responsible for the
refractory FLT3 mutated acute myeloid leukemia. Using the mRNA microarray screening, we identified a
transcriptional factor Runxl as a candidate molecule responsible for the resistance of the FLT3
mutated acute myeloid leukemia. Our subsequent analyses validate that Runxl is indeed involved and
modulate resistance regulated by chemokine Cxcl12 in FLT3 mutated acute myeloid leukemia cells. We
identified that changes in expression level in FLT3 mutated acute myeloid leukemia cells, which was
dependent on the magnitude of Cxcl12/Cxcr4 signaling, regulates resistance of FLT3 mutated acute
myeloid leukemia against FLT3 inhibitors. This study suggest that Runxl represents potential target
fo;_;he treatment of FLT3 mutated acute myeloid leukemia that are refractory against FLT3
inhibitors.
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