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Effects of Curli and Histone-like Nucleoid Structuring Protein on Biofilm Formation of E.coli Nissle 1917 (EcN)

GONG Bing-xue,ZHOU Xian-xuan ( School of Food Science and Engineering, Hefei University of Technology, Hefei, Anhui 230009 )
Abstract E.coli Nissle 1917 is a widely recognized probiotics, which can inhibit the growth of Salmonella and other pathogenic bacteria in the
intestinal tract by forming biofilm colonization. The mutants of curli fimbriae synthesis gene (csgA) and flagellum regulatory gene (hnsA) were
constructed by N\-Red homologous recombination system, and the effects of curli fimbriae and flagellum on the biofilm formation of EcN were
investigated. The results showed that curli fimbriae had no effect on the ability of motility and biofilm formation of EcN. While the ability of mo-
tility of EcNAhAnsA strain decreased and biofilm formation increased, indicating that flagellum inhibited the formation of biofilm by promoting

the motility ability and inhibiting the attachment of EcN.
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Fig.3 Resistance removal result by plate streaking
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Fig.5 Growth curve(A)and doubling time(B) of EcN and its mutants
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Fig.6 The swimming plate( A)and swimming diameter ( B) of EcN and mutant strains
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Fig.7 Biofilm formation of EcN and its mutants in 96-well plates
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