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D1, CCND1), ff/MKEZEFEE 3 (mini chromosome maintenance 3, MCM3), 3445 41 JItg &% H1 JR
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Silencing CIT gene inhibits the development of bladder
cancer cells by regulating CIT-related gene expression

Abstract

ZHAO Shuheng, YANG Yang, LIU Zan, XIU Youcheng
(Department of Urology, First Affiliated Hospital of Harbin Medical University, Harbin 150000, China)

Objective: To explore the molecular pathway of Citron (CIT) gene regulating bladder cancer. Methods: CIT
gene was silenced by the selection of human cyst cancer cell T24, and the differentially expressed genes from
normal tumor cells were identified by microarray analysis. The differentially expressed genes were analyzed by
bioinformatics, the potential regulatory network of CIT gene was plotted, and the screened related genes with
high expression level were verified by Western blotting. Results: Bladder cancer cell CIT gene was successfully
knocked out. The gene expression after knock reduction was divided into two groups after the bioinformatics
analysis, showed that the potential of CIT gene regulation network, after selecting CyclinD1 (CCND1), mini
chromosome maintenance 3 (MCM3), proliferating cell nuclear antigen (PCNA), mini chromosome maintenance

7 (MCM?7), and cyclin dependent kinases 1 (CDK1) with Western blot verification. The underlying CIT related
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signaling pathway was found. Conclusion: CIT plays a role in the development of bladder cancer by regulating the
expression of CCND1, MCM3, MCM?7, and CDKI genes.

Keywords  bladder cancer; CIT gene; bioinformatics; mini chromosome maintenance 3
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Figure 1 Bladder tumor cells after lentivirus infection
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Figure 9 Protein quantification results corrected by NC
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