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[Abstract] The intestinal microbiota is involved in the regulation of human disease. With the
development of the metagenomics and metabonomics, the role of the intestinal microbiota in cancer has been
valued by researchers. Compared with healthy people, there are differences in the types and abundance of
intestinal microbial groups in different cancer patients and their metabolites, which suggests that we can use
the intestinal microbial group test to provide more sensitive and easy to be accepted ways to achieve the early
diagnosis of cancer. Different intestinal microorganisms and its metabolites may play different roles in
promoting or suppressing the tumor, and this process may be affected by other factors such as diet and
smoking. Compared with healthy people, the intestinal microorganisms of patients suffering from cancer have
changed, and these changes can also affect the response of the patients to chemotherapy or immunotherapy.
The intestinal microbiota provides new ideas and methods for the diagnosis and treatment of cancer. In this
review, we have summarized the role and mechanism of the gut microbiota in cancer.
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