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Research progress in the treatment of fecal bacteria transplantation

in nonalcoholic fatty liver disease
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Abstract: Non-alcoholic fatty liver disease (NAFLD) become the world's largest chronic liver disease. As a
country with a large number of liver diseases, with the change of social structure and the intensification of
population aging, the incidence of NAFLD will further increase. It is particularly important to explore effective
and safe clinical treatments to intervene in NAFLD. This review introduces fecal microbiota transplantation
(FMT), which has attracted much attention in recent years to correct the disturbed intestinal flora and its
metabolites through direct intervention on the intestinal microecology, and its influence through the “gut-liver”
axis to change the occurrence and development of NAFLD, as well as the current application of treatments in
this field in animal experiments and clinical trials. FMT is a simple and safe treatment method. With the in-
depth exploration of related research, the discovery of fatty liver-related beneficial bacteria will effectively
contribute to the clinical benefit of NAFLD patients. The review will help to clarify the mechanism of FMT
intervention in NAFLD and provide an overview of relevant animal experiments and clinical applications.
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