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METHODS

+ Kinase activity was quantified via PhosphoSens® assay (AssayQuant®) at physiological ATP concentration (1 mM).

inhibitor of VEGFRs and PDGFRs compared to
sunitinib and vorolanib.

Axitinib, within its physiological solubility range, doesn’t
inhibit TIE2 at relevant ATP concentrations in a biochemical

+ Cell-based kinase assays were conducted at Reaction Biology, Germany, to evaluate half-maximal inhibitory kinome panel screen and in cell phosphorylation assays.
concentration (ICy) of axitinib, sunitinib, and vorolanib on VEGFR2, PDGFRB, FGFR2, and TIE2 kinase activity. % Inhibition Key - - 50-70% - Axitinib and sunitinib VEGFR2 ICs, values in cell
* Tyrosine kinase inhibitor (TKI) drugs were obtained from MedChemExpress phosphorylation assays are consistent with literature.234
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