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Abstract By reviewing the mechanism of the prevention and regulation of Alzheimer's disease (AD) with
herbs via regulating cell death, cell death is regulated by a variety of factors, including apoptosis, autophagy,
programmed necrosis and pyroptosis. Materia medica could regulate cellular apoptosis mainly by exogenous and
endogenous signaling pathways, and bidirectionally adjust autophagy via mTOR and non-mTOR pathways, relieve
programmed necrosis and protect the neurons by inhibiting RIPK1-RIPK3-MLKL signaling pathway; meanwhile
materia medica could restrain cellular pyroptosis and alleviate inflammatory reaction mainly through Caspasel-

activated classical pathway and Caspase-4/5/11-activated non-classical pathway, thereby improving cognitive

function in AD.
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