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ABSTRACT: Alzheimer's disease (AD) is a chronic progressive neurodegenerative disorder. The early clinical manifestations is the
loss of short-term memory, then progress to fail to take care of himself even lead to death. At present, there are several hypothesis
explaining the pathogenesis of AD, such as B-amyloid, Apolipoprotein E, some metal elements, inflammatory factor, and so on. But all
are not comprehensive. Prion protein is also considered to be involved in the pathogenesis of AD. Some drugs have been used to treat
AD, such as Memantine, Cholinesterase inhibitors and so on, but the results are not significant, some new treatment concept and method
have also been identified, such as brain-derived neurotrophic factor(BDNF), immunotherapy and so on. But the long term effect still need
to be observed and some side effect haven't been known. This article mainly reviews the research progress in the pathogenesis and
medication of Alzheimer's disease.
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