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Alzheimer s disease ( AD) is a neurode
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generative disorder. It is the most common cause of
dementia in aged population and also a main cause of
death in aged people. The oxidative stress hypothesis
of AD has focused on and described from four
aspects: Molecular basis and oxidative stress basis of
AD pathogenesis, and B amyloid aggregation and
cytotoxicity related to reactive oxygen species.
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Abstract Yeast three hybrid system based on yeast
two-hybrid system can be used in research of the
interaction among three kinds of proteins and

interaction among the proteins and RNA or

interaction between protein and drug. Its theory,
application and shortcoming were summarized.
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