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The research progress of Salmonella type I fimbriae
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Abstract: Based on the data from WHO, billions of people worldwide suffer from foodborne diseases each year, of
which 230 000 die from Salmonella infection. Among Salmonella virulent factors, fimbriae play a significant role in
Salmonella-related infection. Fimbriae (also known as cilium) are a kind of filamentous protein presenting on
bacterial surface, which are responsible for bacteria-host interaction and infection. As one of the most common
fimbriae in enterobacteriaceae (including Salmonella), type 1 fimbriae are crucial to initial attachment and
pathogenic infection of bacteria. Considering the importance of Salmonella type 1 fimbriae, this review mainly
focused on the structure, expression regulation, interactions with other virulent factors and pathogenicity of type I
fimbriae. The aim of this review is to provide a systematic theoretical reference for targeting type I fimbriae to
explore the pathogenic mechanism of Salmonella.
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