Exploratory Analysis of Peripheral Pharmacodynamic Biomarkers
After Sitravatinib and Tislelizumab in Advanced Solid Tumors: SAFFRON-103
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v Following treatment with sitravatinib plus tislelizumab, patients with advanced solid tumors experienced significant The decrease in granulocyte-like myeloid derived suppressor cells (G-MDSCs) and monocytes in
— and consistent increases in vascular endothelial growth factor (VEGFA) levels and decreases in soluble vascular peripheral blood indicates a potential immune-modulating role for sitravatinib with tislelizumab

endothelial growth factor receptor 2 (sVEGFR2) levels, demonstrating the on-target anti-angiogenesis in advanced solid tumors.
Conclusions  effect of sitravatinib.

Background

Sitravatinib is an oral spectrum-selective tyrosine kinase inhibitor targeting TAM (TYRO3, AXL, MER) and split tyrosine-kinase domain-containing There are few studies investigating the pharmacodynamic biomarkers of sitravatinib and its mechanism of action. Here, we present an exploratory
receptors (VEGFR2, KIT).! Tislelizumab, an anti-PD-1 antibody engineered to minimize binding to FcyR on macrophages,? has shown clinical activity in analysis of pharmacodynamic biomarkers in SAFFRON-103 (NCT03666143), a phase 1b study investigating treatment with sitravatinib plus tislelizumab
patients with advanced solid tumors.3 in patients with advanced solid tumors.
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