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[Abstract] The mutual promotion relationship between periodontal disease and inflammatory bowel dis-
ease (IBD) has been demonstrated in many epidemiological studies. Porphyromonas gingivalis (P. gingival-
is),a Gram-negative obligate anaerobe bacterium,has been proved to be one of the most important pathogens
of periodontal disease. The recent studies have shown that the relationship between periodontal disease and
IBD may be mediated by P. gingivalis. This paper summarizes the mutual promotion correlation between per-
iodontal disease and IBD and the related evidences of P. gingivalis as the core of the association between IBD
and periodontal disease are concluded. The research progress of the mechanism of P. gingivalis promoting the
development of IBD is reviewed mainly from four aspects of the adhesion, colonization and transmission of
P. gingivalis ,the regulation effect of P. gingivalis on inflammatory pathways, the influence of intestinal bac-
terial diversity,and the influence on immune function.
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Jo 18 b B Bt B AR #F IBD MR AR VR B AR £
FHE PR,
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