BBO-11818: an orally bioavailable, highly potent and selective non-
covalent pan-KRAS(ON) and (OFF) inhibitor with robust anti-tumor
activity in KRAS-mutant preclinical models
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Oncogenic variants of KRAS drive tumor growth and metastasis through
aberrant signaling, making them important therapeutic targets.' Inhibitors
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BBO-11818 and BB0O-10203 (RAS:P|3K(X breaker) show a BBO-T1818 also shows a combination benefit with anti-PD-1 treatment,
resulting in complete tumor regressions in the CT26 syngeneic model.
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