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Résumé du Projet de Stage (en 300 mots maximum, mots clés en gras)

The function or fate of many proteins is regulated by post-translational modification events such as
phosphorylation or ubiquitylation. This regulation is at the heart of most if not all cellular functions and biological
processes, and can cause pathologies when deregulated. For many years, our lab studied how nutrients are sensed
to activate nutrient-signaling pathways which in turn allow the onset of an adaptive response. In particular, using
yeast as a model organism, we focused on nutrient-regulated membrane protein trafficking. We identified a
regulatory phosphatase of the PP1 family in charge of controlling nutrient-regulated endocytosis of nutrient
transporters. This occurs through a nutrient-sensitive dephosphorylation of an arrestin involved in endocytosis. By
guantitative proteomics, we recently identified new interactants of PP1 involved in membrane trafficking and
ubiquitin homeostasis. We also discovered that PP1 is associated to the lysosomal membrane, suggesting new
functions that may be compartment-specific. The aim of this project is to (i) confirm that the protein partners
identified are bona fide interactants, (2) understand the molecular basis of the association of PP1 to the lysosomal
membrane and (3) study the functional relevance of these interactions and this localization. Various methods will
be used, ranging from molecular biology and genetics to generate tools (mutants, truncated proteins, GFP-tagged
proteins), to biochemical techniques (western-blots, co-IPs) to study protein-protein interactions and analyze
protein phosphorylation, and microscopy analysis to reveal potential defects in endocytosis
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