BACKGROUND Salmonella pathogenicity island 1 (SPI-1) encodes the major mechanism used by Salmonella to colonize enterocytes and ultimately induce gut inflammation. We previously demonstrated that a widespread lineage of the swine-adapted Salmonella serovar Derby carries mutations in SPI-1 genes (hilD, hilC, sipA) reducing its in-vitro colonization of human more than swine enterocytes. These findings indicate that SPI-1 is nonessential for S. Derby circulation in swine and that the fixation of the observed mutations represents a step in the progressive adaptation of S. Derby to this host and a reduced risk to humans. OBJECTIVES to verify if other swine-adapted Salmonella serovars accumulate deleterious mutations in SPI-1 in their adaptation process to swine. METHODS We analysed S. Rissen, another swine-adapted Salmonella, by a gene-by-gene and a SNP-based analysis of the genomic reads of 73 S. Rissen isolates from Sequence Read Archive and seven isolates from our laboratory. We searched for loss of SPI-1 genes and/or their missense mutations. RESULTS We found five S. Rissen genomes lacking 9-12 out of 41 SPI-1 genes. Overall, we observed a higher percentage of missense mutations in sipA, possibly affecting the protein function, than the other SPI-1 genes. This finding is in line with what observed in the studied lineage of S. Derby which carries a nonsense mutation in sipA. Overall our data further support the hypothesis that SPI-1 is nonessential for Salmonella circulation in swine and that swine-adapted serovars undergo converging evolution in their adaptation to their host through the loss of function of SPI-1 
