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Abstract: Intestinal micro-ecology is formed by large amounts of gut microbiome in complex composition.

Because of its crucial physiological functions such as digestion, metabolism, immune regulation, energy conversion

and protection of mucosal integrity, it has great scientific research value. This review focuses on the recent advances

in the relationship between intestinal micro-ecology and cancer. We hope it will provide some theoretical guidance

for further illustrating how the intestinal micro-ecology influences the development or progression of cancer and

how we utilize the probiotics in cancer adjuvant therapy.
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