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Abstract

Our present results suggest the performance impairment induced by continuous
intracerebroventricular infusion of AB-(1-40) might be due to the deterioration of neuronal
system and oxidative stress induced in rats. Ferulic acid repaired the performance impairment
induced by AB-(1-40) infusion, and the action mechanism might be related to antioxidant and
inhibiting acetylcholinesterase activity. Vitamin C/E also repaired the performance impairment,
and the mechanism might be mainly related to antioxidant activity.

Keywords: Ferulic acid, amyloid b peptide, Passive avoidance task, Morris water maze,
oxidative stress
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