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Expression of human centromere protein E in human renal clear cell carcinoma and its effects on the cell

proliferation
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Abstract Objective: To investigate the expression and clinical significance of human centromere protein E(CENPE ) in human renal
clear cell carcinoma and its effect on cell proliferation. Methods:The mRNA levels of CENPE in renal clear cell carcinoma and para—
carcinoma tissues were analyzed in GEPIA database,and the relationship between CENPE expression and prognosis of patients was
analyzed. The clinicopathologic data of 77 patients with renal clear cell carcinoma who received surgical treatment from September 2014 to
August 2021 at Xinxiang Central Hospital were retrospectively analyzed. Immunohistochemistry was used to detect the expression of
CENPE protein in renal clear cell carcinoma and para—carcinoma tissues,and the relationship between CENPE protein expression and
clinicopathologic features of patients was analyzed. HTB-47 and CRL-1932 cells were cultured and transfected with shRNA plasmid of
CENPE to reduce the expression of HTB—47 and CRL-1932 cells. The effects on the proliferation of renal clear cell carcinoma cells were
detected by colony formation assay and CCK —8 assay. Results:Bioinformatics analysis revealed that CENPE was significantly
overexpressed in renal clear cell carcinoma patients and was significantly correlated with disease —free survival. Immunohistochemistry
revealed significant high expression of CENPE in renal clear cell carcinoma tissues, while negative or low expression in para—carcinoma
tissues. The expression level was significantly correlated with tumor size( P=0.021 ), but not with patient age , sex, or tumor differentiation(all
P>0.05). Colony formation assay(P=0.013 5,0.015 4) and CCK-8 assay(P=0.009 1,0.013 3) confirmed that CENPE down-regulationin cell
expression inhibited the proliferation of renal clear cell carcinoma cells. Conclusion: CENPE is highly expressed in renal clear cell
carcinoma, which is related to clinicopathological features and prognosis of patients. CENPE protein promotes the proliferation of renal
clear cell carcinoma cells.
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Fig1 mRNA levels of CENPE were significantly increased in ccRCC and were significantly associated with poor prognosis in patients
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Fig 2 Immunohistochemical results revealed the expression levels of CENPE in ccRCC tissue and para—carcinoma tissue
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