Predicting activity of IMM-1-104 as single agent and in combination for patients with RAS or RAF mutant tumors
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encorafenib resulted in deeper regressions and superior durability in a head-to-head comparison versus binimetinib
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Major tumor types with activation mutation in the MAPK pathway upstream of MEK (Biomarker Positive): MEL (23/24), PANC (19/20), LUNG (33/36), CRC (28/30)
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