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Comparative cancer cell panel profiling of kinase inhibitors approved for clinical use from 2018 to 2020
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9Data from [6]; bKD (nM) as determined by surface plasmon resonance [7]

References: [1] Uitdehaag et al. (2014) PLOS ONE. e92146. [2] Uitdehaag et al. (2019) Mol Cancer Ther. 18: 470-481. [3] Kitagawa et al. (2013) Genes Cells. 18: 110-122.
[4] lorio et al. (2016) Cell. 166: 740-754. [5] Ghandi et al. (2019) Nature. 569: 503-508. [6] Yeh et al. (2007) Clin Cancer Res. 13: 1576-1583. [7] Willemsen-Seegers et al.
(2017) J Mol Biol. 429: 574-586. [8] Metz et al. (2018) Cell Syst. 7: 347-350.

NETHERLANDS TRANSLATIONAL RESEARCH CENTER B.V.

TRC




