2020 2021

p19
Multifaceted Analysis of pl9 Including Cytokines Produced by Psoriatic

Keratinocytes

Sugihara, Satoru

2,100,000

IL-23 pl9 p40 IL-39 pl9 Epstein-Barr virus-ingucedS(EBIB)
1

1L-23p19 p
1L-39
1L23-Ap19 EBI3 TNF-a /I1L-17A/1FN-y
D3
pl9 EBI3
T
IL-23 pl9 p40
IL-39 pl9 EBI3 EBV-induced gene 3

IL-23 IL-39 p19

1L-23(p19/p40) plays a critical role in the pathogenesis of psoriasis and is
upregulated in psoriasis skin lesions. And its antibodies are highly effective against psoriasis.
IL-39 (pl9/Epstein-Barr virus-induced3 (EBI3)), a newly discovered cytokine in 2015, shares the pl9
subunit with I1L-23. We hypothesized that IL-39, like IL-23, contributes to the pathogenesis of
soriasis.
?mmunohistochemical analysis showed that IL-23Ap19 and EBI3 expressions were upregulated in the
psoriasis skin lesions. In vitro, these expressions were synergistically induced by the triple
combination of tumor necrosis factor (TNF)-a , IL-17A, and interferon (IFN)-y , and suppressed by
dexamethasone, vitamin D3, and acitretin.
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