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---_- palbociclib, reducing the ICso from over 10 uM to 113 nM. (A) OVCAR3 ovarian CDX mouse model: Mice were treated for 42 days and showed tumor stasis with 100 BID treatment or 89% TGl with 200 QD treatment. n = 10, no body weights loss was >5 % at any point.
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o . 50 (NM) 30 133 (B) INX-315 arrests palbociclib resistant cells in G1. MCF7 cells resistant to palbociclib were treated with a dose curve of INX-315 and (B) OV5398 ovarian PDX mouse model: Mice were treated for 56 days and showed tumor regression in both treatment groups. n = 10, no body weights loss was >5 % at any point.
Bioc emlcaa Fold 1 uM palbociclib. Cell cycle was assessed using EdU and DNA labeling analyzed by flow cytometry. (C) GA0103 gastric PDX mouse model: Mice were treated for 56 days and showed tumor stasis with 100 BID treatment. n = 8, no body weights loss was >5 % at any point.
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