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Role of DUSP4 in AML and development of Novel Therapy
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Using FLT3-1TD AML cell lines, we confirmed the inhibitory effect of the
PRMTS inhibitor on AML cell proliferation. DUSP4 is a known enzyme that dephosphorylates ERK1/2,
which is important for cell proliferation. The PRMT5 inhibiter increased DUSP4 expression.
We showed synergistically inhibited the proliferation of FLT3-1TD AML cells with the combination
therapy of FLT3 inhibitor and PRMTS inhibitor. This indicates that combination therapy with the
PRMTS inhibitor and the FLT3 inhibitor may be effective in FLT3-1TD AML
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