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SIGIRR/TIRS has been reported to negatively regulate Toll-like receptor (TLR) signaling,

that plays critical role for inflammatory response. However, precise mechanism
responsible for the regulation of SIGIRR expression during TLR signaling remains obscure.

In this study, we confirmed the regulation of SIGIRR expression by Lipopolysaccharide
(LPS), which is well known as a TLR activator. As a result, LPS down regulated SIGIRR
expression at transcriptional level. Moreover, p38 MAP kinase downstream of TLR signaling,
and transcriptional factor Spl were possibly involved in LPS induced SIGIRR

down-regulation.
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Figure.1l LPS down-regulates SIGIRR mRNA expression in

RAW264.7 and neutrophilic HL60 cells.
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Figure.2 TLR4 is contributed for the LPS-induced SIGIRR

down-regulation.
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Figure.3 p38 MAP Kkinase activation 1is crucial for
LPS-induced SIGIRR down regulation in neutrophilic HL60

cell.
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Figure.4 LPS down-regulates human SIGIRR promoter

activity in HelLa cell.
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Figure.5 Basal promoter activity of human SIGIRR through

putative Spl binding site
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Figure.6 LPS inhibits Spl binding on human SIGIRR promoter .
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