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The effect of SETDBI1 silence on growth of human renal

carcinoma cells and its molecular mechanism
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Department of Nephrology, Huai'an First People's Hospital, Huai'an, Jiangsu 223300, China

Abstract: Objective To investigate the effect of SET domain bifurcated 1 ( SETDB1) ,a member of the histone-lysine N-
terminal methyltransferase family, on growth and apoptosis of human renal carcinoma cells. Methods Renal carcinoma
ACHN cells and normal renal tubular epithelial HK-2 cells were cultured in vitro, and the expressions of SETDB1 mRNA
and protein in them were respectively detected by real-time quantitative polymerase chain reaction (qRT-PCR) and West-
ern blot method. The SETDB1 expression in ACHN cells was knocked down by transfecting SETDB1- specific small interfer-
ing RNA(siRNA) ,and the effect of knockdown was detected with real-time quantitative polymerase chain reaction ( qRT-
PCR) and Western blot. Cell Counting Kit ( CCK)-8 and bromodeoxyuridine (BrdU) binding test were used to detect the
cell viability and proliferation. Flow cytometry and caspase3/7 activity assay were used to detect the cell apoptosis. The
qRT-PCR and Western blot were used to respectively detect p53 mRNA and protein after silencing SETDB1. Results The
expression level of SETDBI1 in ACHN cells was significantly higher than that in HK-2 cells (t =14.435,P <0.01). After
transfecting SETDB1-specific siRNA for silencing SETDB1 expression, the expression levels of SETDB1 mRNA (=
13.091,P <0.01) and protein in ACHN cells decreased significantly; the viability of ACHN cells decreased significantly
(P <0.05) ;DNA replication activity in the cells decreased significantly( P <0.01) ;the cell apoptosis rate increased sig-
nificantly (z =6.765,P <0.01) ; Csapase3/7 enzymatic activities rose significantly (7 =5.763,P <0.01) ;the expression
levels of p53 mRNA(¢=9.241,P <0.01) and protein rose significantly. Conclusion SETDBI presents high-expression in
renal carcinoma cells,and down-regulation of SETDB1 could play the effect of anti tumor growth through promoting p53 ex-
pression.
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