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Abstract

The abnormal activation of Wnt signaling pathway is closely related to the occurrence and development of malignant tumors. WIF-
1 gene is a suppressor of Wnt signaling pathway, which can directly bind to Wnt protein receptor to inhibit the abnormal activation
of Wnt pathway, thus inhibiting the growth and differentiation of tumors. Domestic and foreign studies have proved that there is
silencing of WIF-1 gene expression in various malignant tumors, and this silencing is closely related with methylation of CpG sites
in the Wif-1 promoter region, which further leads to low expression of WIF-1 gene, making it unable to effectively block the aberrant
activation of Wnt / 3 -catenin signaling pathway. In this paper, we review the progress of the methylation of Wif-1 gene in cancer at
home and abroad, aiming to provide a more effective method for the treatment of diseases.
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