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[ Abstract] Porphyromonas gingivalis (P. gingivalis) is a Gram-negative obligate anaerobic bacterium
and is the dominant bacterium in chronic periodontitis (PD). It will promote alveolar bone resorption and de-
struction,and eventually lead to tooth loosening and loss. P. gingivalis is also a facultative intracellular bacte-
rium that can invade a variety of host cells,including gingival epithelial cells,endothelial cells, vascular smooth
muscle cells,dendritic cells,and neurons. P. gingivalis can promote the inflammatory environment locally,in-
terfere with the cell cycle of the microenvironment and lead to endothelial cell dysfunction,and the virulence
components participate in the activation process of monocytes to achieve immune escape, while their invasion
causes local microbial flora imbalance. This paper mainly discusses the role of P. gingivalis in diseases such
as atherosclerotic diseases,rheumatoid arthritis, Alzheimer’s disease,obesity and adverse pregnancy.
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