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[Abstract] Microbial infection is one of the important causes of carcinogenesis. To date, an increasing number of
researches have indicated that Candida albicans can increase the patients’ risk of carcinogenesis and tumor metastasis
through the immunosuppressive state. Recent studies have demonstrated that Candida albicans promote the carcinogenesis
through several mechanisms such as producing carcinogenic byproducts, triggering inflammation and inducing T helper
cell 17 response. Here, we provide an overview of the research progress of oncogenic potential of Candida albicans and

discuss the relationship between Candida albicans and cancer, trying to provide new ideas for the prevention and treatment

of oral cancer.
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Fig 1 Candida albicans invades oral epithelial cells
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Fig 2 Candida albicans promotes oral cancer through chronic inflammation
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