Entinostat, a novel histone deacetylase inhibitor, added to exemestane improves PFS in advanced breast cancer in a randomized
phase 2, double-blind study (ENCORE 301); with updated overall survival data
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Entinostat Mechanism of Action Baseline Characteristics

Overcoming resistance to Al therapy in advanced breast cancer represents an
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« 0-1 prior chemotherapy permitted provided NSAI was last administered therapy Positive PFS results were consistent across subgroups. were reported. This combination warrants further investigation. Phase 3 study plans are underway.
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