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We identified diverse antibody sequences, B We validated CD3 binders in bispecific formats.
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We found functionally diverse CD3 binders B We translated diversity into promising bispecific antibodies.
that strike the right balance.

THE SOLUTION
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Integration of our diverse panel of CD3 x EGFR bispecific molecules 1 and 2 showed potent T cell
High-throughput antibody expression identified Antibodies were tested for T cell activation by CD3-binding antibodies with OrthoMab™ activation in an NFAT reporter assay, and tumor cell Killing in an
functionally diverse CD3-specific antibodies, CD69 and CD25 upregulation. and antibody analytics enabled XCELLigence assay.
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