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Gut microbiota regulate immunity and cancer immunotherapy
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Abstract: Gut microbiota (GM) is considered as the "second genome" of human beings, which is a
complicated microecological system and affects the physiology and pathology of human health. It has been
shown that GM and their metabolites are closely related to the occurrence and development of inflammatory
bowel disease, colorectal cancer, diabetes, cancer and other diseases. Cancer immunotherapy has developed
rapidly in recent years. As a new anti-tumor treatment, immunotherapy has achieved remarkable benefits in the
treatments for melanoma, non-small cell lung cancer (NSCLC) and other solid tumors. However, the response
of patients to immunotherapy varies a lot. Although there exists difference of the biological marker expression,
GM is regarded as an important factor which affects the efficacy of immunotherapy despite the potential
mechanisms are mainly unknown. Fecal microbiota transplantation (FMT) could improve immunotherapy for

tumor patients through restoring healthy gut microbiota, which is becoming a new focus in both basic and
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clinical research. Here we reviewed recent progress of the correlation between gut microbiota and the efficacy

of tumor immunotherapy. Further knowledge in this field helps generating new ideas and directs future

research directions for the optimization of tumor immunotherapy.

Key Words: gut microbiota; immunotherapy; tumor; fecal microbiota transplantation
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