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Development of novel molecular-targeting cancer prevention with histone
methylation inhibitory dietary compound
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Using human lung cancer A549 cells that is reported to be sensitive to an
inhibitor against histone methyltransferase EZH2, we searched for compounds that inhibit
proliferation as the primary screen, and evaluated its growth inhibitory effect of 1,223 compounds.
As a result, 58 compounds showed a growth inhibitory ability of 80% or more. Of the 58 compounds, 20

compounds have remained when the compounds having cgtotoxicity, their clarified mechanisms of
action, or epigenetic effects already reported have been omitted. Next, among the 20 compounds,
histone methylation inhibitory ability against histone H3 K27 was evaluated by ELISA method, and
three compounds showed histone methylation inhibitory ability.
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