The combination of ulixertinib (ERK1/2 inhibitor) and KRAS®'*C inhibition Abstract
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significant. High-dose combination treatment robustly inhibited KRAS signaling in H2122. In H358, the combination of high- and
low-dose uli + MRTX849 yielded KRAS signaling inhibition and efficacy.

In summary, ulixertinib combined with MRTX849 (adagrasib) exhibited robust pre-clinical activity in xenograft models with
KRAS®12C that warrants further evaluation of the combination of ulixertinib with this class of inhibitors.
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