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Asthma is a chronic inflammatory disease of the airways, which involves inflammatory mediators such
as prostanoids and cysteinyl leukotrienes. We measured the sputum levels eicosanoids in patients with
steroid-treated asthma, and investigated the relationships between sputum levels of endogenous
eicosanoids and clinical indices such as pulmonary function, airway dimension assessed by chest CT
Sputum levels of 6-ketoPGF,, which is metabolite of PGI,, were significantly higher (p =0.017) in
asthmatic patients (n=41) than in healthy controls (n=9), and showed a marginally negative relation to
wall area/body surface area (BSA) (r=-0.62,p=0.063). These results suggest that PGI, exert inhibitory
effect for airway remodeling in asthma.
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