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Research progress on resveratrol in treatment of Alzheimer’s disease
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Abstract: Neurodegenerative disease is a chronic progressive disease. Its characteristics is the gradual loss of the central nervous
system neurons. Due to the presence of the blood-brain barrier, the classical anti-inflammatory drugs such as steroid hormones and
non-steroid anti-inflammatory drugs are used in treatment of the nervous system diseases with a limited effect. Therefore, it is
important to develop new anti-inflammatory drugs for prevention and treatment of nervous system diseases. Resveratrol is a kind of
natural polyphenols with strong activity. At present, the study has shown that resveratrol has the functions of cardiovascular
protection, neuroprotection, immunoregulation, and cancer chemopreventive effects. Recently, it has been found the function of
resisting nerve inflammation, and is used in treatment of nervous system diseases such as Parkinson's disease, Alzheimer's disease
(AD), and Huntington's disease, etc. In order to provide reference for further promoting the research on resveratrol using to the
prevention and treatment of AD, research progress on the protective effect and mechanism of resveratrol in treatment of AD is
reviewed in this paper.
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