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Study on Exogenous Small Double — stranded RNA’s Activating Effects on Wild — type P53 Protein Expression in Renal Cell Carcinoma.
Huang Geng, Gui Dingwen, Jiang Weidong et al. Huangshi Central Hospital of Edong Healthcare Group, Hubei Polytechnic University , Hu-
bei 435000 , China

Abstract Objective To investigate the activating effects of dsP53 —285 on wild — type P53 expression in human renal carcinoma
cells, dsP53 —285 was transfected into human renal carcinoma cell lines ACHN and 786 — O. Methods According to the different treat-
ment, renal carcinoma cells were randomly divided into blank control group ( mock) , negative control group (transfected with dsControl)
and experimental group (dsP53 —285). The expression of P53 mRNA, P21 mRNA and corresponding protein were detected by real — time
quantitative polymerase chain reaction (QPCR) and Western blot. MTT assay and colony formation assay were used to detect the viability
and proliferation ability of each group. Results dsP53 —285 significantly enhanced the expression of P53 mRNA and P21 mRNA in the
two renal cell lines. Compared with the negative control group, dsP53 —285 increased the expression of P53 mRNA to 2.84 —fold (P <
0.01) in ACHN and 3.20 -fold (P <0.01) in 786 — O cells, dsP53 - 285 up - regulated the expression of P21 mRNA to 2.33 - fold
(P<0.01) in ACHN and 2.59 —fold (P <0.01) in 786 — O cells. Compared with mock, there was no significant difference in the ex-
pression of P53 mRNA and P21 mRNA in both cell lines transfected with dsControl (P >0.05). Western blot analysis showed that the up
— regulation of P53 protein and P21 protein expression was consistent with the increase of P53 mRNA and P21 mRNA in the two cell
lines. MTT assay showed that the viability of ACHN and 786 — O decreased significantly (P <0.01) compared with dsControl group, and
there was no significant difference between mock group and dsControl group (P >0.05). Colony formation experiments showed that the num-
ber of colonies in the dsP53 —285 group was significantly lower (P <0.05), and there was no significant difference between the mock group
and the dsControl group (P >0.05). Conclusion Exogenous dsP53 —285 can significantly activate the expression of P53 gene in renal cell
carcinoma. The activated P53 protein is wild type rather than mutant, and can significantly inhibit the growth of renal cell carcinoma.
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