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» These data support the clinical investigation of
these combinations in patients with advanced
cancer.

» Antitumor activity with increased median survival time in case of combination of

a PD-1 antagonist and/or an OX40 agonist in a variety of syngeneic tumor models: CT-26 _ s
CMP-001, PD-1 antagonist and OX40 agonist in MBT2 and RenCa.

colon tumor model, 4T1 breast tumor model, LLC-1 lung tumor model, MBT-2 bladder tumor
model and RenCa kidney tumor model. > No complete response.
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