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Advances in the effect of matrix protein CCN1 in esophageal cancer”
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[Abstract] CCNI1 is a member of the CCN family,a cell-matrix protein,participating in a variety of cel-
lular responses. CCN1 has multiple effects on cell proliferation,adhesion, wound healing and tumor occurrence
and development. In recent years, the incidence of esophageal cancer has been rising. It has a high degree of
malignancy and poor prognosis,which is a serious threat to the health of the people. Based on many extensive
data from the experimental clinical studies, this article provides an overview of CCN1 and summarizes the role
of CCNI1 in esophageal cancer.
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