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Abstract : Gastroesophageal reflux disease (GERD) is a common clinical digestive disease caused by reflux
of gastroduodenal contents into the esophagus. Its main manifestations are heartburn and acid regurgitation,
etc. It can further develop into Barrett's esophagus and even esophageal adenocarcinoma. In the 1880s, people
first paid attention to the relationship between microorganisms and human diseases,and in recent years,schol-
ars at home and abroad have found that the digestive tract microbial flora is related to the occurrence and de-
velopment of GERD. This article mainly summarizes the changes of digestive tract microbial flora in GERD
patients and their role in the mechanism of GERD occurrence,in order to provide a theoretical basis for the
study of the pathogenic mechanism of GERD,and provide a target for the clinical diagnosis and treatment of
GERD.
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