Synergistic anti-tumor activity of PD-1 signaling blockade and CD27 costimulation correlates with

enhanced ratio of effector to regulatory T cells at the tumor site
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CD27 as a Target for Inmunotherapy

Synergistic Anti-Tumor Activity of a-PD-L1 and Varlilumab:

Investigation of the Mechanism of Synergy
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**p<0.01, ***p<0.001.
CT-26 and E.G7 models

BCL1 Tumor Characterization

Summary and Combinations In Clinical Trials

BCL1 DISSEMINATED LYMPHOMA MODEL

CT-26 COLON TUMOR MODEL E.G7 THYMOMA TUMOR MODEL . The BCL1 i.v. inoculation results in the spleen as the primary site of tumor growth. *Varlilumab (CDX-1127) is a fully human agonist antibody to CD27 in Phase 1/2 clinical development in patients with advanced malignancies.

100 | Sl o * BCL1 tumor is CD19* and PD-L1*. *The combination of varlilumab and anti-PD-L1 resulted in a significant improvement in survival over monotherapy in multiple tumor models.
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10F9G2) 0.1 mg was administered on day 15, 17 and 19; 10F9G2) 0.2 mg was administered on day 5, 8, 12, 15, Ay 3 = A Phase 1/2 dose escalation and cohort expansion study of varlilumab and Anti-PD-1 (nivolumab) in refractory solid tumors- Currently enrolling

varlilumab 0.6 mg on day 9, 11, 13, 15 and 17. 19; varlilumab 0.2 mg on day 5, 12, 19.
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