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Abstract By sorting out the mechanism of the effects of GSK-38, MAPK, CDKS5 and PP2A protease on
tau protein hyperphosphorylation, as well as the regulation of tau protein hyperphosphorylation by acupuncture,
the mechanism of tau protein hyperphosphorylation in the process of acupuncture intervention for AD was

systematically elucidated, in order to provide the reference for clarifying the tau protein pathway of acupuncture

intervention for AD.
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