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[ Abstract] Anorexia nervosa (AN) is a serious mental disorder with a high mortality rate. At pres-
ent, the etiology and pathogenesis of AN is still unclear. A number of studies have shown that there is a rela-
tionship between AN and gut microbiota. This study reviews the latest findings in the study of gut microbiota
in patients with AN. Existing studies have found that compared with healthy people, patients with AN have
changed in the abundance and diversity of gut microbiota,but different research results are not consistent on
the species of the changed microbiota. After treatment,the gut microbiota showed an increasing trend in the

abundance and diversity of beneficial bacteria,but did not return to the normal state. At present,the potential -

mechanisms of gut microbiota in AN are mainly focused on neurological , immune, endocrine and other as-

pects. Future research directions on the relationship between gut microbiota and AN are also proposed.
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