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NCOR?2 expression in colon cancer and its influence on cell growth

FENG Sheng—yun, WU Yan-jie, XUAN Cheng—hao, LAN Bei

( Department of Biochemistry and Molecular Biology, School of Basic Medical Sciences, Tianjin Medical University, Tianjin 300070, China)
Abstract Objective:To explore the expression of nuclear receptor corepressor 2 (NCOR2) in colon cancer progression and its effect
on the growth of colon cancer cells. Methods: The expression of NCOR2 in colon cancer tissues and the relationship with prognosis were
analyzed using data from TCGA database. At the cellular level ,shRNA was applied to knock down the expression of NCOR2 in RKO and
SW480 colon cancer cell lines, and the effects of knocking down NCOR2 on colon cancer cells were examined by MTT, colony formation,
EdU incorporation and Annexin V/PI staining assays. Tumor tissue was divided into NCOR2 mRNA high and low expression groups based
on the median expression level of NCOR2 using gene expression data from the TCGA database. Two sets of differentially expressed genes
were screened , and cancer related genes were further extracted from the down regulated genes in the high expression group and analyzed for
their correlation with NCOR2 expression. Results: TCGA data analysis showed that the expression of NCOR2 was up-regulated in colon
cancer tissues compared with normal tissues(P<0.001),and the high expression of NCOR2 was related to adverse prognosis of colon cancer
patients( P<0.05 ). Knockdown of NCOR2 suppressed cell viability , proliferation and enhanced apoptosis in RKO and SW480 cells.
Furthermore, 176 genes were upregulated and 67 genes were down regulated in NCOR2 high expression groups. Gene correlation analysis
showed that NCOR2 was negatively correlated with the expression of NRIF3(r=-0.57,P<0.001) and CHAC2(r=-0.52,P<0.001 ). At the
cellular level, RT-qPCR experiments also demonstrated that knocking down NCOR2 resulted in an increase in mRNA expression of NRIF3
and CHAC2 (tygiz=—15.99 , tgne=—10.349 , both P<0.05 ). Conclusion: NCOR2 is highly expressed in colon cancer tissues , which
promotes the growth of colon cancer cells and positively correlates with poor prognosis of patients,and provides new potential targets for the
diagnosis and treatment of colon cancer.
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RT-NRIF3 CCACAAGTTCTGAAGAGCAAAAGC CTCAACTTTTGATAGCAACATCATG 103
RT-CHAC2 ACATCACCAACTACAGCAGGCG CTGGCAATCTGTAAGCAACACCC 117
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Fig1 The expression of NCOR2 in colon cancer and its relationship with prognosis
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Fig 3 Knocking down NCOR?2 inhibits the growth of colon can—

cer cells
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Fig4 Knockdown of NCOR?2 inhibits cell proliferation and induces apoptosis of colon cancer cells
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