BBO-10203, a first-in-class, orally bioavailable, selective blocker of the PI3Ka:RAS interaction inhibits tumor growth alone
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BBO-10203 is selective, potently inhibits cellular RAS-
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BBO-10203 does not induce hyperglycemia or

hyperinsulinemia in an oral glucose tolerance test
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to improve their safety profile due to dose-limiting on-target activity with trastuzumab in HER2+ breast cancer models
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Target engagement: BT-474 cells were treated with a titration of BBO-10203 for 4 hours and target engagement of BBO-10203 was measured
through a customized MSD assay using a biotinylated breaker probe.
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