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Abstract: Objective
cells. Methods

after transfection, the protein level of SIGIRR in H292 cells was determined by Western blot. An empty vehicle was used as a con-

To investigate the effect of SIGIRR overexpression on the activation of NF-¢kB induced by LPS in H292
The H292 cells were transfected with eukaryotic expression vector containing full length ¢cDNA of SIGIRR. At 24 h

trol group. Otherwise, LPS was administered into the cell culture medium at 24 h post-transfection. The cytoplasmic extracts,nucle-
ar extracts and culture supernatant were collected at different time points (3,6,12,24 h) after LPS-stimulation. The activity of NF-
kB was measured by Western blot. The concentrations of TNF-a and IL-6 were detected by ELISA. Results Compared with control
group, SIGIRR overexpression could significantly inhibit the transcriptional activity of NF-¢kB induced by LPS in H292 cells. And,
SIGIRR overexpression could decrease the releases of TNF-¢ and 11.-6 stimulated by LPS in H292 cells. Conclusion SIGIRR over-
expression can attenuate the inflammatory reactions to LPS in H292 cells. The mechanism may be that SIGIRR blocks the TLR4-
LPS signal transduction and suppresses the activation of NF-kB. Modulating the expression of SIGIRR may be a novel therapy tar-

get for the treatments of ALI and other inflammatory diseases.
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