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Development of PPls for a histone methyltransferase for leukemia therapy
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Accumulating evidences have been indicating the involvement of epigenetic
dysregulation in various type of diseases, and it accelerates the drug development targeting
epigenetic modifiers. Among such modifiers, DOT1L, a histone methyltransferase, has been
demonstrated as a promising target for several types of leukemia. In this study, we utilized a
peptide library screening system called “ RaPID system” , and identified a peptide which inhibits
the catalytic activity of DOTIL comparable to an existing commercially-available inhibitor. Thus,
our finding not only proposes another inhibitor of DOTIL for leukemia therapy but also suggests
peptide libraries for an useful source of epidrugs.
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