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[ Abstract ]

is difficult to treat, and there is no cure. Many neurological disorders are associated with functional alterations and metabolic

Alzheimer’s disease is the most common type of dementia, with complex etiology and pathogenesis. It

abnormalities of lipids. This article introduced the relationship between lipids and AD, as well as the impact of statins on cognition

function in AD patients, in order to provide new ideas for the diagnosis and treatment of AD.
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