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Construction of stable a human hepatoma cell line HepG2

with over-expression of NLRCS
He Yinghua Xu Tao Ni Mingming et al
( School of Pharmacy Anhui Medical University Hefei 230032)
Abstract Objective To establish a human hepatoma cell line HepG2 with over-expression of NLRCS5. Methods
Identified the suitable G418 concentration in the selection of stable transfection HepG2 cell. The eukaryotic ex—
pression plasmid pEGFP-C2-NLRCS5 was transfected into the HepG2 cells mediated by lipofectamine and then se—
lected with G418. Immunofluorescence assay and Western blot were used to analyze the expression of NLRC5. Re—
sults  HepG2 cells were killed by G418 after 14 days with the minimum concentration of 300 ng/pl. Drug-resistant
clones were formed after 14 days by selecting with G418. In the protein level pEGFP-C2-NLRCS5 HepG2 cell line
was higher expression than pEGFP-C2 HepG2 cell line the difference was statistically significant. Conclusion A
hepatoma stable cell line over-expressing NLRCS is successfully established which may provide critical foundation
for functional research of NLRCS in liver cancer.
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