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[ Abstract] Human digestive tract contains a large number of microorganisms, which are collectively referred
to as the gut microbiota. The gut microbiota is currently considered to be a complex and important organ of human
beings. It is precisely because the gut microbiota plays an important role in human health and the occurrence and
development of human diseases, the gut microbiota has become one of the hotspots of global medical research in
recent years. Nowadays increasing numbers of evidence shows that the development of the colorectal cancer is closely
related to the gut microbiota. In this paper, we reviewed the relationship between gut microbiota and the
pathogenesis of colorectal cancer and their role in the treatment of colorectal cancer, by addressing characteristics of
gut microbiota, their involvement in colorectal cancer, as well as their role in the treatment of colorectal cancer.
We also characterized imbalance of gut microbiota, virulence factors production, metabolites of gut microbiota,
intestinal immunity and inflammation, which will provide foundation and a new approach for prevention, detection
and treatment for colorectal cancer.
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