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Salmonella enterica serovar Typhimurium is the causative agent of salmonellosis,
one of the leading gastrointestinal diseases worldwide. Salmonella owns several
virulence factors, including the type Ill secretion system (T3SS). One such system
plays a key role in the invasion process by translocating effector proteins into host
enterocytes to facilitate bacterial internalization. T3SS-1 is encoded within the
Salmonella Pathogenicity Island 1 (SPI-1), which also includes genes for effector
proteins, translocases, chaperones, and transcriptional regulators involved in a
regulatory cascade required for T3SS-1 expression. InvF is the transcriptional
activator that functions at the final step of the SPI-1 regulatory cascade and depends
on the interaction with the chaperone SicA to accomplish its role. The InvF/SicA
complex interacts with the alpha subunit of the RNA polymerase (RpoA) and this
interaction is essential for the transcription of invasion-related genes. Here we aimed
to determine the role of three point-mutations in SicA for both, activating the InvF-
depending gene sopB and epithelial cells invasion. Site-directed mutants of residues
K27, N70, and D72 in the SicA protein of Salmonella Typhimurium SL1344 were
generated. These mutant variants are being evaluated through protein secretion
assays, RT-gPCR, and pull-down experiments, with the aim of analyzing their
interaction with InvF and RpoA, as well as their potential influence on the

transcriptional regulation of virulence factors.



