A phase 1 clinical trial of RP2, an enhanced potency oncolytic HSV expressing an anti-CTLA-4
antibody, as a single agent and combined with nivolumab In patients with advanced solid tumors
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Overview Patient demographics & safety

Example patient responses & biomarker data

RP2 is an oncolytic immuno-gene therapy based on herpes simplex virus (HSV) with the following properties: RP2 monotherapy
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human tumor cells
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» Expresses an anti-CTLA-4 antibody-like molecule to block the B7/CTLA-4 negative feedback interaction, enhancing both Signal 1 & Male, n (%) 8 (88.9) 17 (56.7) = 3(333) 0 8(26.7) 0
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Summary & conclusions
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