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Abstract: In recent years,the researches on carcinogenesis and development of esophageal cancer
are focused on the association between esophageal adenocarcinoma and chronic inflammation.
Studies show that various stimulating factors,such as obesity,reflux gastric acid, promote inflam-
matory cells and infiltrating immune cells and induce the release of the inflammatory cytokines
and reactive oxygen species(ROS) ,to activate the down-stream signaling transduction pathway and
promote cell proliferation and inhibition of apoptosis,resulting in carcinogenesis. The further stud-
ies will deepen our understanding about the pathogenesis of esophageal adenocarcinoma to find
more effective ways to prevent and treat esophageal adenocarcinoma. In this article, the latest re-
search progresses in this field are reviewed.
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