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Resear ch progress of prevention and regulation of black tea on
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ABSTRACT: Alzheimer’s disease(AD)is a common complex human neurodegenerative disease that results in

the patients’ memory, cognition and behavior disorders. In recent years, the studies of the pathogenesis of

Alzheimer's disease and drugs have caused a worldwide attention, and have made some progress. But so far, it

has not yet developed any kinds of effective therapeutic drugs. Comprehensive study results showed that the

toxicity of pathological changes of amyloid peptide to the brain was responsible for the AD. This paper

summarized the primary functional components of black tea and recent studies on the compositions. Besides,

the potential regulatory effects of black tea extracts or the functional ingredients in it on Alzheimer's disease

were analyzed. As well, the mechanisms of black tea extracts or some certain elements was reported for the

prevention and regulation of AD both in vivo and in vitro. It was considered that black tea had the potential to

protect against AD, and its theaflavins might be the most important component.
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