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Extracellular matrix remodelling is a targetable feature of invasive lobular carcinoma (ILC)

RL Flaherty!, F Hughes', G Sflomos?, C Ronchi?, C Lesbats', S Jouny', H Padda’, S Pezot!, T Roumeliotis?, H Kemp', G Ambrosini¢, B Howard'!, S Robinson', S Haider!, C Brisken'->.

1. Background 5. LOXi alone or in combination modulates MYC signalling

3. Pan-LOX inhibition (LOXi) alone or in combination with hormone deprivation inhibits progression of ILC
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