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[Abstract] Alzheimer's disease (AD), a major cause of dementia, is a common neurodegenerative disease, beginning with
memory loss and difficulties with thinking, language and problem-solving skills. Intensification of population aging and the increasing
incidence of AD have imposed a heavy burden on healthcare systems. Currently, the main pathological explanation remains the
excessive accumulation of B-amyloid plaques, formation of neurofibrillary tangles and neuronal loss, but the true etiology and
pathogenesis of AD remain unknown. The advances of research in AD, with respect to genetics, pathophysiological mechanism,
imaging diagnosis and laboratory diagnosis, are reviewed in this article, aiming to provide references for relevant research and
potential clinical applications.
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Fig.1 The risk and positive factors for Alzheimer's disease
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Fig.2 Mechanism of Alzheimer's disease
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