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Advances in research on the effects of nutrients and diet on patients with
Alzheimer’s disease
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ABSTRACT: Alzheimer's disease (AD) is one of the major diseases that endanger the health of the elderly. A large

number of studies have proved that dietary nutrition intervention is of great significance in the prevention and

treatment of AD. This paper reviewed the research progress of dietary effects on AD patients from the aspects of plant

polyphenols, vitamins, fatty acids and Mediterranean diet structure, in order to provide evidence for prevention of

AD, improvement of the quality of life of patients with AD, and the care of demented elderly.
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Table 1 Traditional Mediterranean diet structure
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