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The neuroprotective properties of ferulic

acid in Alzheimer’s disease
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(*Puai Medical College, Shaoyang University, Shaoyang 422000, China;
2School of Basic Medical Sciences, Shanxi Medical University, Taiyuan 030000, China)

Abstract: Alzheimer’s disease (AD) is one of the most common diseases among the elderly, with a high
incidence rate and a significant impact on the quality of life of older individuals. It is characterized by age-
related memory and cognitive impairments. The pathogenesis of AD is complex, and currently, there is no
unified conclusion or effective treatment method in clinical practice. Therefore, finding new therapeutic drugs
is an unresolved issue. Studies have found that a polyphenol-rich diet can effectively prevent or slow down the
progression of AD. Ferulic acid is a hydroxycinnamic acid derivative, a polyphenolic compound widely
distributed in nature, particularly in medicinal herbs, cereal bran and fruits. It is known to possess various
biological activities, including anti-Af aggregation, antioxidant and anti-inflammatory effects. Ferulic acid and
its derivatives have shown significant therapeutic effects in animal and cellular models of AD, making it a
promising neuroprotective strategy for treating AD. This work provides a comprehensive review of the various

biological effects of ferulic acid, serving as a reference for further exploration of the mechanisms underlying
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ferulic acid therapeutic effects in AD.
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