PYX-102, an anti-KLRG1 antibody, enhances cytotoxic activity of CD8-
T cells from PBMC and human tumor samples by blocking the interaction \ Y
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between KLRG1 and cadherins
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BACKGROUND Figure 3. PYX-102 demonstrated binding to CD8+T cells Figure 6. Bispecific T cell engager (BiTE) molecules
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restoring the function of cytotoxic T and NK cells,
resulting in broad tumor-killing activity.

Figure 4. PYX-102 blocked KLRG1-cadherin interaction
METHODS and enhanced cytokine production from CD8+T cells
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