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Oral derived bacteria influence intestinal immune system
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Intestinal colonization by bacteria of oral origin has been correlated with
several gastrointestinal diseases, including inflammatory bowel diseases (IBD). However, a causal
role of oral bacteria ectopically colonizing the intestine remains unclear. | inoculated saliva
samples from IBD patients into germ-free (GF) mice by oral gavage. I have clarified that strains of
Klebsiella spp. isolated from the salivary microbiota are strong inducers of T helper 1 (TH1) cells
when they colonize the gut. Although these Klebsiella strains could not colonize the gut of SPF mice

with normal microbiota, they preferentially colonize those of SPF mice with dysbiotic microbiota,
such as antibiotics treatment. These Klebsiella strains elicit a severe gut inflammation in the
context of a genetically susceptible host, such as 1110 deficient mice.
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