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A novel angigenic agent COA-CI prohibits fibrotic effect induced by CTGF in
human fibroblasts.

KUBOTA, YASUO
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COA-CI is a novel nucleic acid anaIO?, which is reported to have pleiotropic
beneficial biologic effects_We examine the effects of COA-CI on TGF-B 1-induced CTGF expression in
normal human dermal fibroblast (NHDF). We also examined the effects of COA-CI on CTGF expression in
a mouse SSc model of angiotensin Il (Ang Il)-induced skin fibrosis.COA-CI attenuated the TGF-(3
1-induced expression of both CTGF mRNA and protein in NHDF. Although COA-CI did not alter the TGF-j
1-induced phosphorylation of Smad2/3 or ERK1/2, it reduced the TGF-f 1-induced phosphorylation
levels of Akt in NHDF. Notably, COA-CI dephosphorylated the Akt of lysates of TGF-[3 1-treated NHDF.
COA-CI reduced the levels of CTGF mRNA, CTGF protein, dermal thickness, collagen content and Akt
phosphorylation in the skin of mice SSc model.These results imply that the inhibition of TGF-(3
1-induced CTGF expression by COA-CI may be a therapeutic approach for SSc.
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COA-CI prevented TGF-B 1-induced CTGF
expression by Akt dephosphorylation in normal human dermal fibroblasts, and it
attenuated skin fibrosis in mice models of systemic sclerosis. Nakai K, Karita S,
Igarashi J, Tsukamoto I, Hirano K, and Kubota Y . J Dermatol Sci
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COA-CI prevented TGF-P 1-induced CTGF expression by Akt dephosphorylation in normal human 2019
dermal fibroblasts, and it attenuated skin fibrosis in mice models of systemic sclerosis.
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