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Single agent uli at either 50 or 75 mpk, had a modest impact on
MPAS compared to single agent bini. MPAS may be biased to MEKi
responses since it was derived from MEKi response datasets3.
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Ulixertinib inhibits ERK1/2, the terminal master regulator kinase in the MAPK pathway.

Conclusions

Ulixertinib, in addition to 7 other ERK1/2 inhibitors, were assayed against the KINOMEscan®, an active site directed
competition binding assay against 468 kinases.

5. Tumor regression is associated with inhibition of
MYC and enrichment of KRAS signaling genesets

Ulixertinib demonstrated a superior selectivity profile compared to all other ERK1/2 inhibitors. The triple combination of cetux + enco + uli or bini resulted in tumor regression in the BRAFV69%F mutant CRC model HT29. The

triple combination resulted in superior tumor growth inhibition compared to dosing of any single agent or doublet.
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