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Analysis of the interaction between enteropathogenic Escherichia coli infection and
mucosal immunity /n vitro and in vivo
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The aim of this study is to investigate the interaction between enteropathogenic E.
coli (EPEC)and host mucosal immune response. Consequently, we found that Peyer’ s patch
was important for bacterial colonization in C57BL/6 mouse but not Balb/c mouse. And then
we performed the in vitro infection model using bonemarrow derived dendritic cells and
epithelial cells. Consequently, type III secretion system of EPEC directly or indirectly
regulated the expression of various genes on dendritic cells.
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