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[Abstract] The pathogenesis of Alzheimer's disease (AD) involves many aspects. Recent studies have shown
that the G-protein signal transduction deficits play important roles in the pathogenesis of AD. The signal transduction
activity in AD brain is significantly enhanced, and the site of the signal transduction defects is at the “receptor-G pro-
tein interface”. Studies have indicated that the G protein-coupled receptor kinases (GRKs) functional deficiency, pri-
marily GRKS, plays a significant role in AD pathogenesis.
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