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FT-6876, A Potent and Selective Inhibitor of CBP/p300 with Antitumor Activity in AR-Positive Breast Cancer
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REFERENCES. 1. Marmostein et al. 2014; 2. Fu et al. 2003; _3' Fronsdal et al.  Time-dependent growth inhibition is demonstrated in MDA-MB-453 cells with maximal inhibition observed after 10 days continuous exposure;  Reduction of H3K27 was associated with a reduced proliferation index (Ki-67) by IHC (Figure 5C)
1998; 4. Lehmann et al. 2011; 5. Gucalp et al. 2013; 6. Traina et al. 2018; 7. 5 days of exposure defines the minimal period to achieve sustained growth inhibition (Figure 4B) « FT-6876 induced tumor stasis in this model of AR+ TNBC (Figure 5D)

Robinson et al. 2011; 8. Cochrane et al. 2014 « FT-6876 is more than 40 times as potent as enzalutamide against MDA-MB-453 cells and preferentially active against breast cancer cell lines expressing high levels of

AR (Figure 4C & 4D)
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