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Depressed PPARalpha is involved in the pathogenesis of atopic dermatitis

Hatano, Yutaka
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A synthetic ligand for PPARa ,Wy14643, downregulated the expressions of TARC

and RANTES, which were important chemokines in allergic inflammation of atopic dermatitis (AD),
upregulated those of filaggrin, an important epidermal differentiation-related molecule, and
upregulated those of anti-microbial peptides, LL-37 and HBD3. On the other hands, PPARB /& and PPAR
y ligands, GWO742 and ciglitazone, respectively, downregulated the expressions of filaggrin, while
they downregulated those of TARC and RANTES and upregulated those of LL-37 and HBD3 as iIn the case
of PPARa ligand. These results suggest that downregulation of PPARa in AD is directly involved in

both allergic inflammation and cutaneous barrier dysfunction in the pathogenesis of AD and,
thereby, could be a therapeutic target accounting for both aspects.
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