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Advances in research on antiinflamatory activity and related mechanisms of emodin
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Abstract: Objective Emodin is a natural occurring anthraquinone derivative isolated from roots, which
has diuretic,vasorelaxant, anti-bacterial , anti-viral , anti-inflammatory, and anti-cancer effects in previous re-
searches. More and more researches on the antiinflamatory activities of emodin have been reported recently.
The anti-inflammatory effects of emodin have been exhibited in various in vitro as well as in vivo models of
inflammation. The mechanisms may be that emodin is a pleiotropic molecule capable of interacting with sev-
eral major molecular targets and cell including NF-kB, PPAR, inflammasome, SDF-1 and macrophage which
are involved in inflammation. This review summarizes reported anti-inflammatory activities and mechanisms
of emodin so as to provide references for the further elucidation of emodin antiinflamatory mechanisms and
the development of the related drugs.
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