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[ Abstract]
progressive. The pathological features of AD include senile plaques composed of amyloid B (AB) and neuro-

Alzheimer's disease (AD) is a neurodegenerative disease, which is insidious onset and

fibrillary tangles composed of Tau protein. AB and Tau protein targeted imaging agents, which make a non-
invasive and high specificity diagnosis, might be useful for early diagnosis, efficacy monitoring and drug e-
valuation for AD. This review summarizes the progress and clinical applications of those agents in AD.
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