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ABSTRACT 
The overall goal with our research is to understand G-protein Coupled Receptors (GPCRs) activation and signaling in physiopathological processes. Among the numerous GPCRs, we are interested in the identification of signaling cascades triggered by Formyl Peptide Receptors family (FPRs) in different cell type and characterization of their functional role in not-phagocytic cells. 
FPRs are ubiquitously expressed and are unique GPCRs with functional promiscuity since, depending on the nature the ligand, they can drive both pro- or anti-inflammatory responses. FPRs, due to their unique binding properties and interaction with structurally diverse ligands, interact with a wide range of compounds belonging to different chemical structures such as lipoxin A4 (LXA4), resolvin D1 (RvD1), annexin A1 (AnxA1), serum amyloid A (SAA), βamyloid peptide 42 (Aβ42) and Helicobacter pylori-derived peptide (Hp2-20). Notably, FPRs participate not only in host defense and regulation of inflammatory response but also in the migration, proliferation, NADPH oxidase-dependent reactive oxygen species (ROS) production and in several physio-pathological processes such as chronic inflammation, amyloidosis, cancer progression and neurodegenerative disease.  
In the past we have focused on the characterization of tyrosine kinase receptor transactivation mechanisms mediated by FPRs and the identification of the role of ROS generated by NADPH oxidase in the modulation of molecular transactivation and signaling mechanisms. 
More recently we have switched our focus: i) to disclose the contribute of FPRs to cell metabolism; ii) to unravel the role of FPRs in cancer therapies resistance and cell metabolism reprogramming; and iii) to identify new signaling pathways triggered by FPRs and ROS generated by NADPH oxidase involved in modulation of proliferation, migration and cellular energy metabolism. 
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