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[Abstract] Porphyromonas gingivalis (P. gingivalis) is closely related to the occurrence and development of periodon-
titis. It is considered to be one of the important pathogens leading to alveolar bone resorption. At present, research on P.
gingivalis mostly adopts standard laboratory strains whose genetic characteristics have been confirmed, are guaranteed
and are traceable, such as ATCC 33277. The virulence phenotypes (endotoxin, firmbria, etc.) of clinically extracted iso-
lates are quite different from those of standard strains, and the pathogenic effects and ability of the host are also widely
different. In addition, P. gingivalis is considered to have a significant correlation with a variety of systemic diseases, and
the virulence characteristics and pathogenic ability of different strains will have different effects on systemic diseases.
However, at present, there is a lack of research on clinical strains and standard strains, and there is a lack of systematic
comparison between the two sources of bacteria. In this paper, the differences in the virulence phenotypes and pathogen-
ic effects between clinical isolates and standard strains of P. gingivalis in the last 5-10 years are reviewed. The aim is to
elucidate the important virulence gene loci in the P. gingivalis gene sequence, which will play an important role in im-

proving therapeutic methods and the development of related drugs.
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