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[ Abstract)
fragrance on lipopolysaccharide (LPS)/interferon-gamma (IFN - v) -stimulated RAW264. 7 macrophages and determine the molecular
mechanism of the anti-inflammatory activity of DCL. Methods ~RAW264. 7 macrophages were stimulated with LPS (0.5 wg/ml) and
IFN-y (10 ng/ml) , and then treated with different concentrations of DCL. The treated RAW264. 7 cells were then detected the nitric
oxide (NO) production, the prostaglandin E2 (PGE2) and their synthesized upstream enzyme inducible nitric oxide synthase (iNOS)

Objective To investigate the anti-inflammatory activity of dehydrocostus lactone ( DCL) from natural plant wood

and cyclooxygenase-2 (CO X-2). Finally, key target proteins of nuclear factor kappa-B (NF-kB) signaling pathway was also detected
by western blot. Results ~ Without exhibiting significant cytotoxicity, DCL inhibited the production of NO and PGE2 induced by LPS/
IFN-vy in RAW264. 7 macrophages in a dose-dependent manner. Additionally, DCL suppressed the protein expression levels of iNOS
and COX-2 in the LPS/IFN-y-stimulated RAW264. 7 macrophages. These results indicated a notable anti-inflammatory activity of
DCL. Additionally, DCL significantly inhibited the phosphorylation of key proteins in the NF-kB classical signaling pathway, including
IkB kinase o/ (IKKa/B) and nuclear factor-kB inhibitor a (IkBa) , during the inflammatory response in RAW264. 7 macrophages.
Conclusions
new therapeutic strategy for the treatment of inflammatory diseases related to NF-«kB pathway.

DCL exerts an anti-inflammatory activity on macrophages by inhibiting the classical NF-kB pathway. This provides a
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