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SUMO-1 controls the expression of bcl-2 and c-myc in HCC cell line SMMC-7721
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Abstract: Objective  To study the efficiency of silencing SUMO-1 induced by siRNA in hepatocellular carcinoma cell line
SMMC-7721 and to explore the inhibition of bcl-2 and c-myc expression after being silenced SUMO-1 gene in vitro. Methods The
SUMO-1 siRNA was transfected into SMMC-7721 by means of Lipofectamine™ 2000. The silencing efficiency of SUMO-1 was ex-
amined by RT-PCR and Western blot. The expressions of bcl-2 and c-myc were examined by RT-PCR and Western blot. Results
The siRNA could significantly silence the expression of SUMO-1 in SMMC-7721. The silencing rate was 9. 80%,73. 43% and
46.56% at 24,48 and 72 hours respectively. After being transfected SUMO-1 siRNA, the expressions of bel-2
SiRNA is a good manner to silence the expression of SUMO-1 in SMMC-7721 in vitro.

and c-myc were
down-regulated significantly. Conclusion
Owing to the inhibition of bel-2 and c-myc expression induced by SUMO-1 siRNA,SUMO-1 controls the expression of bcl-2 and c-
myc in HCC cell line SMMC-7721.
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