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Effect of histone methyltransferase EZH2 inhibitor combined with anticancer drugs on migration and
proliferation of bladder cancer cells
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Abstract Objective: To investigate the inhibitory effect of combination of histone methylation enzyme EZH2 specific inhibitor UNC1999
and mitomycin C against bladder cancer T24 cells. Methods: The expression level of EZH2 gene was detected by Q—PCR. The expression
of EZH2 gene was detected by Western blot. The expressions of EZH2 and H3K27me3 were detected by Western blot. The cell proliferation
was detected by MTT assay. The cell migration of T24 cells was detected by scratch test. Cell apoptosis was detected by flow cytometry.
Results: The level of EZH2 expression was down-regulated by UNC1999 and mitomycin C alone and the combined using of mitomycin C
could decrease the expression of EZH2, the migration ability of T24 cells was decreased, the migration ability was decreased and the
apoptosis level was up-regulated. Conclusion: Both UNC1999 and MMC can down-regulate the expression of EZH2 in bladder cancer cells,
and the combining effect is the marked, which can significantly reduce the proliferation and invasion of cells, up—regulate the level of apoptosis,
which provides a reference for the treatment of bladder cancer, the method of administration and the follow—up mechanism research.
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Fig 1 Comparison of the expression levels of EZH2 gene in each

treatment group
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Fig 2 EZH2 protein expression level (A) and H3K27me3 protein

expression level (B)
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Fig 3 Proliferation ratio of T24 cells in each treatment group
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Fig 4 Migration of four groups after drug treatments
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Fig 5 Apoptosis of four groups after drug treatments
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