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Molecular mechanisms regulating type | interferon induction in plasmacytoid
dendritic cells
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Plasmacytoid dendritic cell (pDC) is a unique cell population that produces
large amounts of type | interferon (IFN-a/IFN-b) via TLR7/9-mediated recognition of a
single-stranded RNA or CpG DNA. We have shown that an Ets family transcription factor SpiB can
transactivate IFN-a promoter in synergy with IFN regulatory factor-7 (IRF7), and is required for
tyEe I IFN production in pDC. However, how pDC negatively regulates type I IFN induction remains
unknown.
In this study, we show that transcription factor HSO1l can suppress the induction of IFN-a and IFN-b
by interacting with SpiB/IRF7 complex. HSO01 mRNA expression decreased in TLR7/9-stimulated pDC and
HSO1 protein was degraded by the ubiquitin-proteasome system in the early phase. Our findings show a

role for HSO1 as a negative regulator of type 1 IFN induction in pDC.
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Z TLR7 & L <X TLRO A% 0, 1. 3 HEf#ZENL L, HLHSOL itk E H W v =& 7y b
1ToTe, EOREE. HS01 Z 2 /"7 E ORBLEITRRFINAD T 5 Z E MBI o 72, KRIZ
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