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The effect of cell activation and apoptosis by siRNA interference EZHZ2 expression in human bladder cancer cells”
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Abstract; Objective To investigate the effect of EZH2 knockdown on cell proliferation,invasion, migration and apoptosis in hu-
man bladder cancer cell line by small interfering RNAs(siRNA). Methods The siRNA-expressing plasmid targeting EZH2 gene
was constructed and transfected into T24 cells. RT-PCR was used to detect the EZH2 gene's expression at the level of mRNA ; pro-
liferation,invasion and migration of T24 cells were examed in vivo by MTT, wound healing assay and Transwell chamber migration
assay. Finally, Annexin V-FITC/PI flow cytometric analysis was performed for cell apoptosis. Results The siRNA-expressing plas-
mid targeting EZH2 gene successfully inhibited EZH2 gene’s expression in T24 cells. The expression of mRNA was significantly
inhibited compared with negative control groups(P<C0. 05). After the transfection of the plasmid 48 hours, the growth inhibition
rate was 37. 9% ,which was higher than the negative control group(P<C0. 05). 24 hours after wound healing, the migration distance
of transfected group cell was(1.3740. 12),which was lower than the negative control group(P<0. 01). Compared with the nega-
tive control group,invasion capability of EZH2-siRNA group was dropped by 67 % (P<C0. 01). 48 hours after transfection, the early
and secondary apoptosis rate of T24 cells were 22. 80% and 3. 60% respectively, which were higher than the negative contral group
(P<C0. 01). Conclusion

cells, meanwhile promote its apoptosis. It provides a theoretical basis for further study of bladder cancer gene therapy.

The siRNA interference EZH2 can significantly inhibit cell proliferation, invasion and migration of T24
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