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Abstract : Gut microbiome is a complicated group,which may be considered as a body organ or
the second genome for its important role. Gut microbiome not only contributes to gut immunity,
but also affects general immune system. Recent researches have shown that gut microbiome may
affect the efficacy of immunotherapy. To avoid disturb the gut microbiota,antibiotics should be
avoided as far as possible before and after immune checkpoint inhibitors (ICls) therapy. Further-
more , fecal microbiota transplantation may improve the immunotherapeutic effects in some specif-
ic patients. Based on the above facts,the administration of gut microbiome may become an impor-
tant content of immunotherapy ,and might be used as a potential biomarker for the predicting effi-
cacy of immunotherapy.
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