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Plasmid-based siRNA suppressed target gene EOLA1 expression
SU Yong-yue, LIANG Guang-ping, LUO Xiang-dong, LIU Yue-ming, CHEN Yu, CHEN Jian, YANG Zong-cheng (State Key Labora-
tory of Trauma, Burns and Combined Injury, Institute of Bums, Southwest Hospital, Third Military Medical University, Chongging 400038, China)

Abstract: Objective

To design and construct U6 promoter-based small interfering RNA (siRNA) expression

plasmids and explore their effects on the expression of endothelium overexpression lipopolysaccharide associated factor

I (EOLA1). Methods

DNA oligonucleotides targeting EOLA1 at different locations were synthesized and inserted

into Apa | -EcoR | linearized pBS/U6 plasmid. The inserted sequences were verified by DNA sequencing. ECV304

cells were transfected by positive reconstructs and the expression of EOLAT mRNA was detected by semi-quantitive

RT-PCR. The expression of EGFP-EOLAT fusion protein was observed after cells were co-transfected by pEGFP-EO-
LA1 and siRNA reconstructs. Results The plasmid-based RNAi approach could specially knock down EOLAL gene

expression. Conclusion
paves the way for future studies of EOLA1 gene.

Small interference RNA expression plasmids have been constructed successfully, which
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Fig 2 Effects of siRNA plasmids on EOLA1 mRNA expression
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