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Abstract: At present,the incidence rate of adenocarcinoma at esophagogastric junction (AEG) is on the
rise all over the world. With the continuous development of molecular biology technology, more and more mo-
lecular markers and pathogenesis have been found, providing new ideas for the diagnosis and treatment of
AEG. This article mainly reviews the molecular biology research on the cell origin, common mutated genes,
gene subtypes,abnormal non-coding RNA and abnormal transmission pathways of Siewert [ AEG, providing
some reference for the current research status of AEG, enriching the content of non-coding RNA and signal
pathways,and providing a theoretical basis for targeted treatment of abnormal genes. Current research has re-
vealed the molecular changes in AEG, but did not investigate the deep regulatory mechanisms of gene interac-
tions and signaling pathways. In the future, further in-depth research is needed in conjunction with multi-
omics analysis to promote the precise development of AEG.
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