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Construction and identification of RNA interference vector targeting NF-kB gene”
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Abstract: Objective To construct RNA interference plasmid targeting NF-kB.it provided stable RNA interference plasmid for
NF-kB study involved in cell signaling pathway and NF-kB-targeting gene therapy. Methods NF-xB-targeting shRNA sequences
were designed and cloned into the expression vector pSilencer 1. 0-U6. The recombinants were identified by using EcoR I + Apa [
double digestion and DNA sequencing,then transfected into prostate cancer cells PC-3 with Lipofectamine 2000. NF-xB protein ex-
pressions were detected by Western blot. Results shRNA was inserted into plasmid pSilencer 1. 0-U6 correctly confirmed by doub-
le digestion and DNA sequencing. NF-kB expression was decreased in NF-¢B transfected group compared to control group by the re-
sults of Western blot. Conclusion RNA interference plasmid targeting NF-kB is successfully constructed, it provides stable RNA

interference plasmid for the research of NF-«B participating in cell signaling pathway,and offers favorable tool for NF-xB-targeting

gene therapy.
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