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specificity of the chemical matter and the robustness of the assay platform. Concentration (uM)

VRK1 AND VRK2 TR-FRET ASSAYS ESTABLISHED TO SUPPORT SAR .
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* Enabled for selectivity assessment between VRK1 and VRK2

Together, these findings establish VRK1 as a tractable and structurally enabled target and
demonstrate that high paralog selectivity in cells can be achieved through orthosteric inhibition.
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