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ABSTRACT: Esophageal squamous cell carcinoma is a multi-factor disease. In addition to the environmental factors, the molecular
genetic changes, which have been in research hot spot, can also influence the occurrence and development of esophageal cancer. In re-
cent years, with the development of gene chip technology, the scholars have found many gene expression changes, such as 3 -catenin,
wntl, p53, cyclin D1 and EGFR, et al., are associated with the the development or prognosis of esophageal squamous cell carcinoma. So,
with potential applications, it may be the better molecular target to predict the prognosis. However, the prognosis of esophageal squamous

cell carcinoma and the impact of the relationship between many factors and clinical pathology and the application still need further study.
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