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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
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TEV-56278 demonstrates potential as an effective anti-tumor immunotherapy, both as a monotherapy, and in combination with Anti-PD1
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*p < 0.05, ** p < 0.01, ***p < 0. 001, ****p < 0.0001
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NCG mice with A2058 human melanoma tumors were engrafted with PBMCs from two healthy donors and BRGSF-HIS (CD34+) mice with A2058 human melanoma tumors were treated with either Nivolumab or TEV-56278 (5 mg/kg, IP) twice
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treated with either human IgG1 isotype or TEV-56278 (5mg/kg, IP) twice weekly (n = 16).
1.  Mean tumor volume measurements: Paired t-test, one-tailed. *p < 0.05

2. Flow cytometry analysis: Tumors were analyzed on day 21. Unpaired t-test, -/+ SEM. ****p < 0.0001 . >MCs = Peripheral

blood mononuclear cells
Disclosures

Illustrative figures were created with BioRender.com.
All authors are current or former Teva employees.

Acknowledgments
Authors greatly appreciate the work on the in vitro assays by
Jessica Pedersen (Teva Australia)

weekly (n = 8-10). Five CD34 donors were equally distributed between the groups.

1. Mean tumor volume measurements. Paired t-test, one-tailed. *p < 0.05

2. Flow cytometry analysis. Tumors were analyzed on day 15. Unpaired t-test, -/+ SEM. *p < 0.05.
CD8+ EM distinct by CD3+/CD8+/CCR7-/CD45R0+; Treqg distinct by CD3+/CD4+/CD25+/FoxP3+
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