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Elucidation of the mechanism of diosgenin on the bioactive lipid synthetic
pathway and verification of its effect on preventing chronic inflammation
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Focusing on the suppression effect of the bioactive lipid, prostaglandin
(PG) E2 synthetic enzymes, we examined the mechanism of action of the plant-derived component
diosgenin and its effect and safety on inflammatory diseases. We demonstrated that diosgenin
suppressed COX-2 and mPGES-1 via the glucocorticoid receptor. We also found that in liver injury
model mouse, diosgenin suppresses liver inflammation by suppressing the expression of both enzymes,
particularly in the macrophages. On the other hand, diosgenin does not affect the PGE2 synthetic
pathway in vascular endothelial cells. Therefore, diosgenin is expected to have anti-inflammatory
effects without any side effects on the cardiovascular systems.
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