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Abstract: Phosphodiesterase PDEs are the only pathways that catalyze the hydrolysis of second mes-
senger cAMP and ¢cGMP in cells. Phosphodiesterase (PDE) inhibitors can regulate learning and cogni-
tive dysfunction (AD) by altering the concentrations of cAMP and ¢cGMP. Demethylwedelolactone
(DWEL) is one of the main components of Eclipta prostrata .. Alpha kit test confirmed the inhibition
effect of Demethylwedelolactone on PDE2A with IC;, value 9. 17 ymol « L™'. However, no obvious in-

hibition effect was found on PDE4D and PDE10A which indicate Demethylwedelolactone can inhibit
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PDE2A selectively. HT-22 cell model induced by cortisone showed that Demethylwedelolactone could
increase the survival rate of HT-22 cell cells. When the concentration reached 20 pmol « L', the cell
viability was 76. 98% (P <C0.05). These results suggested that DWEL could protect HT-22 cell in-
dured by cortisone.
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