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The AraC/XylS family of transcriptional regulators (TRs) is distributed among diverse 

bacterial genera, and some of its members are involved in the expression of 

virulence factors. A member of this family, InvF in Salmonella, is involved in the 

transcriptional activation of a set of genes expressed throughout the invasion during 

salmonellosis infection. To carry out its function, InvF must interact with the 

chaperone SicA. Once this protein complex is formed, InvF/SicA binds to the alpha 

subunit (RpoA) of the RNA polymerase (RNAP) and activates transcription. InvF has 

been previously grouped with BsaN, a regulator found in Burkholderia pseudomallei, 

the etiological agent of melioidosis. BsaN is also in need of a chaperone to exercise 

its role as a TR. However, it is yet unknown whether it interacts with RNAP. 

Moreover, it has been previously theorized that BsaN might carry out a similar 

interaction as that of the InvF/SicA complex with RpoA, therefore, shedding light on 

the interaction between BsaN and RpoA was the goal of this study. To fulfil this goal, 

we cloned the B. pseudomallei bsaN in pMAL-c2Xa, followed by the overexpression 

of the chimeric protein MBP-BsaN. Later, purified His6-RpoA was allowed to interact 

with bacterial extracts overexpressing MBP-BsaN or MBP, then pull-down assays 

were performed with anti-MBP magnetic beads. Interacting proteins were detected 

by Western blot. Results showed that His6-RpoA interacted with MBP-BsaN but not 

with MBP. This assay enabled us to suggest that BsaN indeed interacts with RpoA, 

providing a basis for further investigations. 

 


