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Abstract Reflux esophagitis (RE) is at risk of progressing to Barretts esophagus (BE) without clinical inter-
vention, which will further develop into esophageal adenocarcinoma (EAC). The esophageal microbiome is one of
the hotspots in the research of esophageal diseases. It has been shown that the alteration of the esophageal microbi-
ome can mediate esophageal inflammation and influence the progression of reflux esophagitis, promoting disease
progression between RE-BE. Identifying the changes in esophageal flora will further promote our understanding of
the pathogenesis and disease progression of RE and BE. This article mainly reviews the influence of esophageal flo-
ra on RE and BE, as well as the regulatory effect of diet, smoking, drugs. probiotics, synbiotics, antibiotics, or

Traditional Chinese Medicine on esophageal flora. to provide new ideas for clinical diagnosis of RE and BE diseases

and personalized treatment.
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