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Effect of EZH2 after Silenced by siRNA on the Proliferation of Renal Cell
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ABSTRACT Objective: To investigate the influence of siRNA targeting the enhancer of homolog2(EZH2) gene on the proliferation
of renal cell carcinoma (RCC) cell line 769-P in vitro. Methods: The cell line 769-P which were in the period of logarithmic phase were
divided into experiment group, negative group and blank group. siRNA sequence targeting EZH2 were designed and synthesized
according to genebank, with a scramble sequence as negative control, which were transefected to the 769-P cells conducted by
Lipofectamine 2000. The expression of EZH2 in mRNA level was detected by qRT-PCR after downregulated. MTT assay was used to
observe the growth of 769-P cells in experiment group, negative group and blank group. And, cell cycle distribution of 769-P cells were
detected by flow cytometry. Results: The expression of EZH2 in mRNA level was significantly suppressed by siRNA. MTT assay results
revealed that cell inhibitory rate of experiment group was more lower than that of negative group and blank group. The proliferation of
769-P cells were inhibited remarkably in experiment group with cell rate of GO/G1 phrase being (81.32+ 3.14)%, and there were statistic
difference as compared with negative control group (44.13+ 1.52)% and blank group(45.71% 2.32)%. Conclusions: EZH2 gene silencing
can be conducted effectively by siRNA. EZH2 may play important roles in the development and progression of RCC, EZH2 may be a
potential theraputic target, and provides an important theoretical basis for gene therapy of RCC.
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Fig. 1 Relative expression of the mRNAs encoding EZH2 in 769-P cells
after transfected interference sequence in different groups
* i :a:P<0.05 , SAMIRAMEHALE.
*Note: a:P<0.05, compared with negative group and blank group.
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Fig. 2 The changes of proliferation ability after transfected RNA
interference sequence in 769-P cells

*iE:a:P<0.05, 5 RAMETEALE,

*Note: a:P < 0.05, compared with negative group and blank group.
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Fig. 3 The changes of cell cycle distribution after transfected RNA interference sequence in 769-P cells
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*Note: a:P<0.05, compared with negative group and blank group.
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