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Where do the signature phenotypes of
solid tumours come from?

Pancreas
PDAC

Ras + Myc



Cancer phenotypes are tissue, not oncogene, specific
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Myc activation in the epithelial compartment of KRas®*?P-driven PanIN
triggers immediate transition to adenocarcinoma
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De-activating Myc triggers rapid PDAC regression
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Myc de-activation in PDAC

triggers immediate onset of tumour regression
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Myc de-activation drives CSF2 expression in MycER+ PDAC cells
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GM-CSF blocking does not impair proliferation decrease during pancreatic tumour regression
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Kras®120/MycER

GM-CSF blockade impairs Myc OFF-dependent regression
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GM-CSF blocking impairs apoptosis during pancreatic tumour regression
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