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The effects of brain cholesterol metabolism on Alzheimer’s disease

Mao Min

Guo Ying Liu Yan

Hu min-yu

(Nutrition and Food Hygiene Department, School of Publish Health, Central south University,
Hunan Changsha, 410008 )

Abstract: Alzheimer’s disease (AD) is a central nervous system degenerative disease characterized by progres-

sive cognitive impairment and behavioral damage with unclear causes. lts occurrence and development are associated

with abnormal lipid metabolism,

abnormal amyloid protein,

vascular inflammation, neurotransmitter abnormalities,

genetic variation and other factors. This review focuses on brain cholesterol metabolism’s effects on AD.
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