Dual Blockade of PD1 and CTLA4 with Bispecific Antibody XmAb20717 Promotes Human T Cell
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Introduction XmADb20717 antibody domains block checkpoint receptor / ligand interactions
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ipilimumab or nivolumab alone (Wolchok et al. NEJM 2017)

 Targeting of PD1*CTLA4* TlLs with XmAb20717 may reproduce
the efficacy of the combination regimen of nivolumab and
Ipilimumab therapy with reduced treatment-associated toxicities
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TILs co-express PD1 and CTLA4 XmAb20717 selectively occupies dual-positive cells

Receptor occupancy of 293T cells co-expressing PD1 and CTLA4
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XmADb20717 bispecific antibody design Binding avidity of XmAb20717 contributes to T cell activation
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XmAb20717 enhances allogeneic anti-tumor responses in mice
NSG mice engrafted with KG1a-luc followed by engraftment with huPBMCs
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Tumor burden presented is derived from the geometric mean flux acquired by IVIS imaging of KG1a-luc
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