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[ Abstract | Objective:To construct a highly efficient eukaryotic expression vector carrying human peroxisome proliferator-activated receptor
vyl (hPPARyl) gene in order to provide an ideal molecular platform for screening natural ligands of hPPARy. Methods:hPPARy1 gene,
cloned from total RNA of HepG2 cells by reverse transcription polymerase chain reaction (RT-PCT),and pIRES2-EGFP plasmid were ex—
cised by Xho I and Sma I double endonucleases and ligated with each other. The correct recombinant plasmid was transfected into 293 cells,
and the hPPARy1 expression level was determined by real-time quantitative PCR and immunocytochemistry assay. Results:hPPARyl gene
sequence contained in phPPARY1-IRES2-EGFP recombinant plasmid was verified correctly by enzyme digestion as well as sequence analysis.
After being transfected into 293 cells, highly efficient expression of hPPARy1 gene contained in phPPARY1-IRES2-EGFP plasmid were de—
tected at both mRNA and protein levels. Conclusion : phPPARY1-IRES2-EGFP recombinant plasmid has been constructed successfully with
highly efficient expression in transfected 293 cells, which provides a useful tool in analyzing the function of hPPARy gene and establishing
molecular platform by which the candidates of unknown hPPARry ligands or activators can be found.
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