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Introduction
•  We have systematically compared the 

biochemical and cellular potency and selectivity 
of all kinase inhibitor drugs on the market

•  All kinase inhibitor drugs were profi led in a panel 
of more than 300 kinase activity assays at Carna 
Biosciences1

•  In addition, all kinase inhibitor drugs were 
profi led in a panel of highly reproducible 
proliferation assays on 44 well-characterized cell 
lines (Oncolines™) at NTRC2

•  The results allow comparison of existing 
therapies, and defi ne hypotheses for specifi c 
target populations for new therapies

Conclusions
•  Cell line panel profi ling reveals that MEK 

inhibitors can be benefi cial in β-catenin mutant 
cancers and EGFR inhibitors in SMAD4 mutant 
cancers

•  Biochemical selectivity and potency are prime 
determinants of the target effi  cacy of kinase 
inhibitor drugs

•  Integrated biochemical and cellular profi ling 
can help to prioritize compounds and provide 
directions for optimization
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Figure 2   Clustering of the response in kinase activity assays. %-inhibition at 10 µM inhibitor 
concentration. Figure 3   Clustering of cell proliferation responses (10logIC50) In red non kinase drugs.

Figure 6   Comparison of targeting efficacy of marketed BRAF, ABL and EGFR inhibitors.

Figure 5   Anova analysis for drug response markers reveals novel associations for MEK and EGFR 
inhibitors.

Figure 4   Correlation between the biochemical and cellular activities of inhibitors: 
(A) potency (B) selectivity.

Figure 1   Inhibitors used in this study and their biochemical 
selectivity profiles.
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A Bbiochemical potency (target IC50, nM) increased biochemical selectivity (selectivity entropy) drug IC50 effect
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