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Research progress on lipid metabolism and pathogenesis of Alzheimer’s disease

WANG Xin,CHEN Min*
(School of Clinical Medicine;School of Mental Health ,Jining Medical University , Jining 272013 China)

Abstract ; Lipid , as the basic component of cell membrane, plays an important role in human health and

brain function. It is closely related to the pathogenesis of Alzheimer’s disease. It is very important to under-

stand the relationship between lipid and Alzheimer ‘s disease, and to find biomarkers for intervention and

treatment. This article will systematically summarize the research progress of lipid metabolism and the patho-

genesis of Alzheimer ‘s disease, and provide scientific basis for the study of the etiological mechanism of

Alzheimer’s disease.
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