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Research progress on drugs in treatment of Alzheimer’s disease
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Abstract: The pathogenesis of Alzheimer's disease is complex. Most scholars believe that B-amyloid cascade and Tau protein
hyperphosphorylation is the main cause of the development of the disease. The treatment of this disease such as acetylcholinesterase
inhibitors (donepezil, rivastigmine, galantamine and and huperzine) and non-competitive N-methyl-D-aspartate receptor antagonists
(memantine) are mainly to improve symptoms. There is no drug that can delay or stop the progression of the disease. In recent years, a
large number of therapeutic drugs targeting AP and Tau proteins have been conducted worldwide. Research progress on drugs in
treatment of Alzheimer’s disease is reviewed in this paper.
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