Diet and Alzheimer’s Disease
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The prevention of Alzheimer's disease (AD) has been recognized as an important issue due to its rising prevalence and the lack of an
effective treatment. Diet and nutrients have been considered as potentially modifiable protective factors of AD. Data from ob-
servational studies point to a protective role for Omega-3 (n-3) polyunsaturated fatty acids (PUFAs), antioxidants such as vitamin E,
vitamin C, carotenoids, flavonoids, and phenolic acids, and B vitamins (vitamin Bs2, vitamin B6, and folic acid). However, data from
randomized controlled trials did not show a consistent effect of these nutrients on cognition in patients with AD or mild cognitive im-
pairment (MCI). In most of the longitudinal studies, higher adherence to Mediterranean diet was also associated with lower risk of
developing MCI and AD. Souvenaid, containing n-3 PUFAs, antioxidants, B vitamins, phospholipids, choline, and uridine mono-
phosphate recently has been found to have a significant effect on memory domains among mild AD patients. A high intake of vege-
tables, legumes, cereals, fruits, nuts, olive oil, fish, and low-fat dairy products may be helpful to prevent AD. In contrast high-satu-

rated fat and high glycemic diet may increase the risk of AD.
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