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Supplemental Data 2. Kinome profiling reveals broad kinase (394 kinases) inhibition by TK22 at 10 µM.
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Kinome profiling of TK22 was performed against a panel of 394 kinases at a single concentration of 10 µM. At this concentration, TK22 exhibited broad multi-kinase inhibitory activity rather than selective inhibition of CDK5, with numerous kinases showing 92–99% inhibition. The most strongly inhibited targets were enriched within the CAMK, CDK, tyrosine kinase, MAPK, and AMPK kinase families. Because the profiling concentration (10 µM) substantially exceeds the biochemical IC₅₀ of TK22 for CDK5 (181 nM), these results indicate broad inhibition of ATP-binding kinases under the assay conditions.


