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Relationship between Porphytomonas gingivalis and coronary heart disease Zhu Yunjie, Chen Hui. Dept. of
Conservative Dentistry and Endodontics, The Affiliated Stomatological Hospital of Medical School, Zhejiang University,
Hangzhou 310006, China

[Abstract] Porphytomonas gingivalis is the main suspected bacteria of periodontal disease, and at the same time
it is one of the risk factors on causing the coronary heart disease. So whether periodontal disease is one of the
risk factors of coronary heart disease has provoked many researchers’ interests. This essay makes a review about
pathogenic process and mechanism that Porphytomonas gingivalis acts on coronary heart disease.
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