Discovery and Development of COM701, a Therapeutic Antibody Targeting the Novel Immune Checkpoint PVRIG
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ABSTRACT COM70L1: SYNERGISTIC ACTIVITY OBSERVED of COM701 In

Background: While inhibitors of CTLA4 and PD-1 have emerged as effective cancer therapies, the
majority of treated patients do not derive long term benefit. Employing our computational
discovery platform, we discovered PVRIG as an immune suppressive molecule expressed on T and

NK cc.alls and |de-nt|f|ed COM701, an antibody (At?) targeting human PVRIG that ejnhan.c-es T cell DEVELOPMENT OF COM701: A AEFINITY PVRIG ANTAGONIST COMBINING PVRIG AND TIGIT BLOCKADE SYNERGISTICALLY PVRIG ANTIBODY BLOCKADE

function and anti-tumor responses. Methods: Anti-human PVRIG Ab COM701 was identified as an o _ _ _
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increased human T cell function. We further showed that PVRIG was induced in the tumor

microenvironment and that disruption of PVRIG/PVRL2 interaction resulted in reduced tumor PVRIG BLOCKING ANTIBODIES REDUCE TUMOR GROWTH AND INCREASE
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Pathology o COM701 has the potential to improve anti-tumor responses




