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Abstract: There is increasing evidence that periodontal disease is an important risk factor for digestive
system tumors. Porphyromonas gingivalisis a key pathogen causing periodontal disease and chronic periodonti—
tis. Abundant studies have shown that Porphyromonas gingivalis has systemic carcinogenic effects in addition
to its local role in the oral cavity: possibly the precancerous gastric and colon lesions esophageal squamous
cell carcinoma head and neck tumors and pancreatic cancer are all involved in. This review highlights the
latest research progress on the relationship and interaction mechanism between Porphyromonas gingivalis and
digestive system tumors.
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