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We use mouse models to characterize new signalling pathways and oncogenic
functions that govern the onset of lung adenocarcinoma (LUAD). We have a
particular interest in the mechanisms that regulate the initiation, intensity and
duration of the RAS-ERK signalling. The regulation of this pathway is an essential
feature controlling tumour initiation, disease progression and drug resistance to
several targeted agents. Our work in colloboration with Dr Chiara Ambrogio
identified a key role of KRAS membrane dimerization/clusterization in this process.
Our immediate goal is to understand the molecular basis underlying this feature
and to functionally characterize protein factors required to assemble a KRAS-
dependent signalling platform on the inner plasma membrane. As a whole, this
approach may identify novel therapeutic targets with low toxicity and potential
clinical applicability in LUAD.
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