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Figure 2. Strong synergy between VS-6766 and defactinib in a patient-derived LGSOC KRAS G12V mt organoid
model in vitro. Addition of each agent improves the potency of the other. Combination index (CI) was calculated using
Chou and Talalay method (ClI > 1: antagonistic & Cl = <1: synergistic).

» These results provide mechanistic insights into the encouraging response rates and progression free survival observed in patients with LGSOC treated with VS-6766 + defactinib (NCT03875820). These data support the
ongoing registration-directed Phase 2 RAMP 201 study assessing VS-6766 + defactinib for patients with recurrent LGSOC regardless of KRAS status (NCT04625270).
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