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[ Abstract]  Abnormal genomic DNA methylation is an important epigenetic change in malignant
tumors. Esophageal squamous cell cancer is one of common malignant tumors in our country. In this paper
summarized and discussed the progress of genomic DNA methylation in the esophageal squamouscell
cancer, including the level of genomic DNA methylation, frequent abnormally methylated genes, methylation
markers and potential targets, etc. This paper might provide candidate biomarkers and targets for further
studies on the mechanism of the tumorigenesis and development of the esophagealsquamouscell cancer, as
well as for the clinical application of esophageal cancer.
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