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We previously elucidated that FLT3-1TD, a poor prognostic factor in acute
myeloid leukemia (AML), induces Ara-C resistance through the upregulation of RUNX3. The current
study aimed to investigate whether the RUNX3 expression is an excellent biomarker that predicts the
prognosis of AML. In 71 AML cases with various genetic mutations, the cases with lower RUNX3
expression tended to have better overall survival (0S) than higher expression without statistical
significances. Forty AML cases with normal karyotype also showed no difference in 0S, when the cases

with higher and lower RUNX3 expression were compared. Additionally, the mutations in epigenetic
associated-genes such as TET2, DNMT3A, IDH2 and ASXL1 as well as the FLT3-I1TD mutation did not
affect the RUNX3 expression. Although there have been no apparent evidences that showed the RUNX3
expression is a useful biomarker for AML thus far, we will continue to examine in detail the
significance of RUNX3 expression in AML.
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