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[ Abstract ] Intestinal microbiota plays a critical role in regulating growth, development, nutrition and energy metabo-

lism of a host, as well as immune homeostasis. Accumulating evidences had recently shown that the dysbiosis of the intes-
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tinal microbiota was frequently found in the patients with various cancers, especially with colorectal cancer. Alteration of

the intestinal microbiota could improve or inhibit occurence and development of intestinal tumor through influencing metab-

olism, homeostasis and immune function of intestine. Currently, clinical practice of cancer therapy by intervene of the mi-

crobiota had shown good curative effects and a great potential. This review aims to discuss role of the intestinal microbiota

on occurence and development of the intestinal tumor, and its mechanism, along with current progresses of clinical resear-

ches on treatment of the intestinal cancer with the intestinal microbiota.
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