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Curriculum vitae and studiorum 

Actual Position: 

PhD Student – Doctoral School on Natural Sciences and Innovative Technologies, Doctorate in Pharmaceutical and Biomolecular Sciences.

Education:

1999: Scientific school leaving certificate

2007: Degree in Biological Sciences (University of Turin) discussing thesis:”Lack of effects of endocrine disrupters on male japanese quail aromatase system”

2011: Degree in Biomolecular Sciences (University of Turin) discussing thesis:”The proapoptotic activity of the interferon-inducible gene IFI16 provides new insights into its etiopathogenetic role in autoimmunity”

2012: PhD Programme in Pharmaceutical and Biomolecular Sciences.

Field of investigation and areas of interest:
My PhD project focuses on some aspects of the Human cytomegalovirus (HCMV) biology. In particular, I will take in consideration some of the early events of the virus infectious cycle, such as the attachment and entry phases, as well as the activities of the first viral proteins expressed in infected cells. 

One of the most interesting way to understand how the very early virus-host cell interactions can be regulated, is represented by the elucidation of the different mechanisms that allow the virus to infect a very wide range of different target cell types (epithelial, endothelial, fibroblasts, dendritic cells), and thus to identify the viral genes involved in determining the virus cell tropism. 

To this end, the targeted mutagenesis of HCMV genome maintained as bacterial artificial chromosome (BAC-recombineering technology) may be applied to study the role of individual viral gene in the context of viral infection in different cell types. Using this technology, I am addressing the role of members of the viral US12 gene family in the regulation of the viral tropism for endothelial and epithelial cells. 

A second topic I am developing in my PhD is the validation of the activities of the Immediate-early 2 (IE2) protein of HCMV as a virus-specific target to interfere with the virus replication. To this end, molecules capable to inhibit IE2-dependent activities are being identified and characterized.

