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Abstract

Keywords

Alzheimer’s disease (AD) is a common neurodegenerative disease leading to dementia. Its main clinical
manifestations are severe memory loss as well as cognitive and behavioral impairments, which eventually leads to
death. Beta-amyloid protein (Ap) is identified as a critical factor involved in the pathogenesis of AD. It is derived from
amyloid precursor protein (APP) through the action of beta-site APP cleavage enzyme-1 (BACE-1) and y-secretase.
BACE-1 is beta-secretase 1. It mediates the first cut of APP and is the key and speed-limiting enzyme during the
process of AP generation.
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