. m The RAF/MEK clamp avutometinib (VS-6766) induces an immunogenic tumor
V/ VERASTEM microenvironment and potentiates the efficacy of anti-PD-|

Silvia Coma!, Miriam Molina-Arcas?, Julian Downward? & Jonathan A Pachter'
'Verastem Oncology, Needham, MA, USA; 2 The Francis Crick Institute, London, UK

BACKGROUND RESULTS

The RAS/RAF/MEK/ERK (MAPK) pathway is one of the most commonly mutated oncogenic Avutometinib upregulates antigen presentation machinery (MHC-I) Combination of avutometinib + anti-PD-1 induces durable immune memory
pathways in human cancers (I). Although RAS, RAF and MEK have been validated as anticancer in KRAS and BRAF mutant cancer models in vitro and in vivo in the CT26 KRAS mutant syngeneic colorectal cancer model
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