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Brain lipids are the main components that play structural and physiological roles in nerve cells.  The

brain contains thousands of lipids, but the complex diversity of lipids and the functions of each lipid are not well under-

stood.  More and more studies have shown that lipid metabolism plays an important role in the pathogenesis of many neuro-

degenerative diseases, especially Alzheimer’s disease ( AD) and Parkinson’s disease ( PD).

This review mainly

summarizes the role of several major lipids such as cholesterol, fatty acids, glycerophospholipids and sphingolipids in AD),

PD and other common neurodegenerative diseases.
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