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Abstract: Objective To observe the expression of TIPE2 in clear cell renal cell carcinoma (ccRCC) and its relationship with prognosis, and to
explore the mechanism of TIPE2 in ccRCC.Methods The expression of TIPE2 in ¢cRCC and normal renal tissues was analyzed by UALCAN
database. The relationship between TIPE2 expression and clinicopathological parameters of ccRCC and the value of TIPE2 expression in evaluating
the prognosis of ccRCC patients were analyzed. TIPE2 plasmid transfection and TIPE2 shRNA interference were performed in ccRCC cell line 786-0.
Western Blot assay was used to detect the transfection and interference efficiency of TIPE2 in cells, and its effect on Wnt signaling pathway target
gene protein was observed. The proliferation and invasion ability of 786 -0 cells under different TIPE2 expression levels were observed by cell
proliferation assay, colony formation assay and Transwell invasion assay.Results The expression of TIPE2 mRNA and protein in ccRCC tissues was
higher than that in normal renal tissues (P<0.05). High expression of TIPE2 indicated poor prognosis in ccRCC patients (P<0.05). In the cytological
function experiment, transfection of TIPE2 up-regulated the expression levels of Wnt signaling pathway core protein active—B—catenin and Wnt target
genes such as cyclin D1, c-Myc and MMP7, and enhanced the proliferation and invasion of 786-0 cells (P<0.05). After interference with TIPE2, the
expression levels of active—f—catenin, cyclin D1, ¢c-Myc and MMP7 were decreased, and the proliferation and invasion ability of 786—-0 cells were
inhibited.Conclusion TIPE2 expression is increased in ccRCC and is associated with poor prognosis of ccRCC. TIPE2 can up-regulate the activity of
Wnt signaling pathway and promote the proliferation and invasion of ccRCC.
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