Wnt/[3-Catenin pathway inhibitor RXCO04 enhances the immunity of pre-clinical models of cancer

Caroline Phillips, Inder Bhamra, Richard Armer, Cliff Jones, Catherine Eagle, Emily Prior, Alicia Edmenson Cook and Simon Woodcock

Redx Pharma, Block 33S, Mereside, Alderley Park, Macclesfield, Cheshire, SK10 4TG, UK. e:c.phillips@redxpharma.com t: +44(0)1625 469947

) RXC004 monotherapy efficacy in B16F10 melanoma model: an immune
Introduction checkpoint resistant model

RXC004 treatment results in increased immune-related gene expression
by Nanostring 10-360 panel in B-16F10 melanoma model
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