A combination vertical inhibition approach with inhibitors of SHP2 and ERK provides improved activity iIn KRAS-mutant pancreatic and colorectal cancer models
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INTRODUCTION RESULTS
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and their quantifications are shown. Combination treatment resulted in significantly decreased cell growth. Astex is committed to the ethical use of animals and adheres to the principles of 3Rs (see website).

METHODS Combined inhibition of ERK and SHP2 led to enhanced anti-tumor response in CRC and PDAC xenograft models SUMMARY AND CONCLUSIONS
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