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Abstract
amyloid plaques and intracellular neurofibrillary tangled tau proteins in the brain.

Alzheimer’ s disease ( AD) is a neurodegenerative disease characterized by extracellular
As the insulin
degrading enzyme (IDE) is one of the main enzymes responsible for amyloid peptide degradation in the
human body, its role in the pathogenesis of AD has been extensively investigated. Although there is some
inconsistency in the results, most data suggest a decrease of IDE expression or protein functions in human
and animal subjects with AD. In addition, IDE knock-out animal models are characterized by classic
features of AD, which further implies that IDE is an important molecule in the pathogenesis of AD. Thus,

development of IDE modulators maybe a new venue for therapeutic intervention of AD.
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