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& % IL-5, IL-13 OpEAE% . CpG-DNA TRHE L7z B il T35 2 LA TE =, Zhud,
CpG-DNA 73, B #ifa Eo il y 1V 7> R Téh 5 PD-L1 OFBNTLHE L7206 Th
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MFZERR R OBEZE (33C) : Co-stimulatory molecules are important for regulating T cell
activation and immune response. PD-L1 has emerged as an important immune modulator
that can block T cell receptor signaling. We have investigated whether PD-L1 could be
expressed in human B cells stimulated by CpG-DNA. CpG-DNA strongly induced the
coinhibitory molecule ligand, PD-L1 of human B cells. Results show that nuclear
factor-kappa B (NF-xB) signaling is involved directly in CpG-DNA- induced PD-L1
expression in human B cells. We sought to determine the effect of CpG-DNA-treated B cells
on Th2 cytokine production in Cry j 1 (Japanese pollen antigen)-stimulated human
CD4-positive cells from patients with seasonal allergic rhinitis caused by Japanese cedar
pollen. CpG-DNA-treated B cells reduced Cry j 1-induced IL-5 and IL-13 production in
CD4-positive cells. When the binding of PD-1 to PD-Li1 was inhibited by PD-1-Ig, this
chimera-molecule reversed the previously described reductions in IL-5- and
IL-13-production. These results indicate that CpG-DNA induces the coinhibitory molecule
ligand PD-L1 expression in human B cells and PD-L1 can suppress Th2 cytokine
production in Cry j 1-stimulated CD4-positive cells, while CpG-DNA increased Thl
cytokine production and reduced the expression of costimulatory molecule ligands that can
promote Th2 inflammatory responses.
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CpG-DNA induces CD274- expression in
human B cells and suppresses Th2 cytokine
production in pollen antigen-stimulated
CD4-positive cells

Clinical and Experimental Immunology,
in press.fac & Y
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@O CpG-DNA induces CD274 expression

on human B cells (International
Symposium on Infection and Allergy
of the Nose, Tokyo 2011/9/21)

@ CpG-ODN induces CD274 expression

on human B cells and CpG
ODN-treated B cells decreased IL-5
production from antigen-stimulated



human CD4+ cells (International
Conference on Drug Discovery and
Therapy, Dubai, UAE 2012/2/15)
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