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Molecular basis of SIGIRR expression and regulatory function in Cystic Fibrosis and
its therapeutic approach
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Cystic Fibrosis CF is an autosomal recessive inherited disorder characterized
by chronic airway inflammation, which is partially due to the defective expression of negative regulators
of TLRs si?naling. In this study, we compared the expression levels of SIGIRR, a negative regulator of
TLRs signaling, between normal (non-CF) and CF airway epithelial cells. Our data indicated that the cell
surface level of SIGIRR was clearly decreased in CF compared with normal, although there was no
difference regarding SIGIRR expressions at whole cell levels. This result suggests that SIGIRR is
inefficiently or unstably expressed on CF cell surface compared with normal.
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