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The effect of resolvin D1 on D-galactosamine—primed endotoxin shock
model in mice.
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mediators derived from both eicosapentaenoic acid (EPA) and docosahexaenoic acid

: Resolvins are a family of potent anti—inflammatory lipid

(DHA). Resolvin D1 (RvD1) is produced physiologically from the sequential oxygenation
of DHA by 15— and 5-lipoxygenase. However, it has been unclear whether RvDl exhibits
protective action in endotoxic shock. In this study, to elucidate the effect of RvD1
on septic shock, we investigated the effect of RvDl on inflammatory mediators, using

D-galactosamine—primed endotoxin shock model.
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