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The Research Progress and Clinical Application of E-cadherin in

Gastric Cancer

ZHAO Hui-chen, WANG Sai-qi, CHEN Bei-bei, XING Yi-shu, CHEN Xiao-bing
(Affiliated Cancer Hospital of Zhengzhou University, Henan Cancer Hospital, Zhengzhou 450008, China)

Abstract: Epithelial-cadherin(E-cadherin) is a transmembrane glycoprotein encoded by CDHI, which
plays a vital role in maintaining cell-to-cell adhesion. Since E-cadherin participates in the regulation of
cell proliferation, invasion, migration and other signaling pathways, the absence of E-cadherin could
cause gastric epithelial cell dysfunction and promote the occurrence and development of gastric cancer.
In this article, the role of E-cadherin in the occurence and development of gastric cancer and its clini-
cal application were reviewed with summarizing the biological functions of E-cadherin and its regulatory
roles in the occurrence, invasion, metastasis and drug resistance of gastric cancer. At the same time,
the application of E-cadherin in the early diagnosis, prognosis and therapies of gastric cancer were re-
vealed, as well as the current status of its activators as antitumor drugs, which provide new ideas for
precise treatment of gastric cancer.

Subject words: gastric tumor; E-cadherin; CDH1; epithelial-mesenchymal transition; precise therapy
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