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Abstract:The pathogenesis of esophageal cancer is complex,in which genetic,dietary,environ-
ment and other factors may be involved. In recent years,with the rising of metagenomics and the
development of high-throughput sequencing technique ,microbiota have become a hotspot in the
study of the etiology of esophageal cancer. This article reviews the research progress on the rela-
tionship between esophageal microbiota and the development and progression of esophageal carci-
noma,and the related mechanisms.
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Table 1 The type and content of the main bacterias in
esophagus among the normal subjects, GERD patients and
BE patients(%)"!

Bacterias Normal group GERD BE

Proteobacteria 49 43 20
Firmicutes 40 33 55
Bacteroidetes 8 10 14
Actinobacteria 3 2 2
Fusobacteria 0 10 9
T™7 0 2 0
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