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Current methods used to measure the activity of antibody and other
biologics drugs designed to target immune checkpoint receptors rely on
primary human cells and measurement of functional endpoints such as
cell proliferation, cell surface marker expression, and cytokine
production. These assays are laborious and highly variable due to their
reliance on donor primary cells, complex assay protocols, and
unqualified assay reagents. As a result, these assays are difficult to
establish in quality-controlled drug development settings. TIGIT Effector Cell (Jurkat)
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To overcome these challenges, we developed a suite of cell-based
bioluminescent reporter bioassays for individual and combination
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Anti-PD-1 (BLUE) or anti-TIGIT (RED) blocking antibodies alone induced an
Increase in luciferase activity (2.9 and 1.8-fold, respectively). However, the
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PD-1/PD-L1 or PD-1/PD-L2 combination of both blocking antibodies (PURPLE) showed a synergistic _ Log[GITRL], ng/m| Log[4-1BBL], ng/m|
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