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Preclinical In Vivo Characterization of the Anti-tumor Activity of a Non-blocking PD-1 Antibody Fused to Attenuated IL-2

Ortal lancu Cohen,' Safra Rudnick-Glick,! Ivana Savic Azoulay,' Tania Fine,! Ela Elyada,! Lihi Radomir, ! Kim Yap,2 Debasish Sen,? Michaela Kus,? Nicole Otoc? Tetsuya Taura? Trang Vuong,? Nurit Ashkenazi,! Jason Gill 2 Anthony Gouls ? David Wilson 2 nbal Ban-Eliezer !
Paul Ayton? and lanai Fishbein’ s e Sinbheabatemni [ 2 prar s it

Teva Pharmaceutical industries Lid,, Tel Aviv, lsrael: Tevs Pharmaceuticals, Redwood City, CA, USA: *Teva Phamaceubcals Australia Phy Lid., Sydney, Bustralia

TEV-56278 demonstrates potential as an effective anti-tumor immunotherapy, both as a monotherapy, and in combination with Anti-PD1
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