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Construction of transmembrane TNF-o eukaryotic expression vector in n-3 PUFA
dependant manner
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Abstract: Objective To construct the transmembrane TNF-a eukaryotic expression vector in n-3 PUFA depen-
dant manner. Methods ~PPRE-tk sequence was designed and artificially synthesized, and then inserted it into pel-
NA3-TNF(*1-12) WB plasmid to construct eukaryotic expression vector pPPRE-tk-tmTNF-a by gene recombine tech-
niques. The tmTNF-a protein expression level was observed in MCF-7 transfected cells incubated with EPA by immu-
nofluorescence technique. Results pPPRE-tk-tmTNF-a expression vector was constructed successfully and identified
by agarose gel electrophoretic analysis and nucleotide sequence analysis. EPA could increase tmTNF expression levels
in time- and dose-dependant manners. Conclusion
fully constructed.

tmTNF-a expression vector regulated by n-3 PUFA is success-
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