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Let-7a Inhibits the Proliferation in Renal Cell Carcinoma Cell Lines by
Regulating k-Ras and c-Myc Gene Expression
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ABSTRACT Objective: MicroRNA is a type of the single small RNA discovered in recent years, and the study of it has become a
new hot spot. Let-7a plays a very important role and affects the expression of genes in cells. Especially let-7a plays an irreplaceable role
in the process of tumor development.This article mainly researches the expression of let-7a in kidney cancer cell lines and regulation of
target genes and the mechanism of inhibition of cell proliferation. It is a great significance to explore the pathogenic genes and new treat-
ment approaches in kidney cancer. Methods: Application of chemical synthesis of the let-7a mimics with Lipofectamine 2000 transient
transfects in 786-O and Caki-1 kidney cancer cell lines was taken. The let-7a and c-Myc, k-Ras mRNA expressions were detected with
method of RT-PCR after transfection. The expression changeswere tested with Western blot. Effects of let-7a in cell proliferation were eval-
uated by CCK-8 assay. Results: Transfection of the let-7amimics in Cak-i and 786-Orenal cancer cell lines, that the c-Myc, k-Ras gene
and protein expression level significantly reduced(P<0.05). The expression levels of let-7a in 786-O and Caki-1 ells were lower than nor-
mal renal tubular epithelial cell lines HK-2 (P<0.05). Over-expression of let-7a in 786-O and Caki-1 cells suppressed c-Myc, k-Ras gene
and protein level. The result showed by RT-PCR and Western blot (P<0.05). CCK-8 test results showed that transfection let-7a mimics
inhibit their proliferation ability was significantly suppressed compared with negative control group(P<0.05). Conclusion: These findings
suggest that Let-7a plays an important role in kidney cancer cell lines proliferation through suppressing c-Myc, k-Ras in vitro, which pro-
vides a potential development of a new approach for the treatment of renal cancer.
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Fig.1 The expression level of let-7a in renal cell carcinoma cells vs HK-2

*P<0.05
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Fig.2 The expression levels of let-7a, c-mMyc mRNA, k-Ras mRNA after transfection of let-7a mimics(*¥*P<0.05)A: Exprssion of let-7a; B: Exprssion of
c-Myc mRNA; C: Exprssion of k-Ras mRNA
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Fig.3 The expression levels of c-Myc mRNA, k-Rasprotein after

transfection of let-7a mimics(*P<0.05)
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Fig.4 The effect on cell proliferation in cells of 786-O and Caki-1after transfection of let-7a mimics(* P<0.05)
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AR Rk 2P I & B VA B R A let-Ta O
FEIKETT RL S B AN A9 FE IR k-Ras M c-Myc 7 mRNA Fll
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IR KK B R ], 6 20 e 0 O 3G 58 . Let-7Ta 72
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