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Main research interests: 
A) Characterization of the human and mouse IFN-inducible HIN200 gene family. 
Overexpression of IFI16, a member of the HIN200 family, in primary human 
endothelial cells leads to inhibition of tube morphogenesis accompanied by 
increased expression of pro-inflammatory molecules. Thereafter cells undergo 
apoptosis with apoptotic bodies displaying IFI16 on their surface. Consistent with 
these results, the presence of autoantibodies against IFI16 has been observed in 
the sera from patients affected by autoimmune diseases, including Systemic 
Scleroderma (SSc), Systemic Lupus Erythematosus (SLE) and Sjogren 
Syndrome (SjS), suggesting a role of IFI16 protein in the etiopathogenesis of the 
above autoimmune diseases. 
 
B) The role of human cutaneous Papillomaviruses (HPV) in skin carcinogenesis. 
In collaboration with the Laboratory of Virology, Novara, University of Piemonte 
Orientale (UPO) we have being studied the mechanisms of epithelial 
transformation by cutaneous HPV. The outcome of these studies demonstrate 
that, whereas mucosal HPV immortalize human keratynocytes by modulating the 
activity of a complex of proteins regulating the cell cycle and prolifration (p53, 
pRb, human telomerase etc.), tumor progression triggered by cutaneous HPV 
genotypes appears to depend on the microenvironment influenced by the 
inflammatory response of the host. 
 
 
 




