A Novel and Potent EZH1/2 Dual Inhibitor, HM97662 Demonstrates Antitumor Activity in T-cell Lymphoma
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Methylransferase assay was conducted using PRC2 complex with 5 components; EZH, EED, SUZ12, RbAp4S, AEBP2 5 3 3 3 HM97662 was orally administered once daily for 28 days to NCG mice subcutaneously inoculated with HuT-102
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BTG BTG-2, which induce cell cycle arrest and apoptosis in HH cells.
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