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Abstract: Alzheimer's disease is the most common neurodegenerative disorder worldwide, primarily affecting the elderly population.
Its core features include cognitive dysfunction and accompanying memory impairment. Tanshinone 11, a lipid-soluble component
from Salviae Miltiorrhizae Radix, can treat Alzheimer's disease by inhibiting the production and promoting the clearance of B-amyloid
protein, regulating Tau protein phosphorylation, alleviating neuroinflammation, improving oxidative stress, modulating the cholinergic
system, and suppressing endoplasmic reticulum stress. This article summarizes the pharmacological research progress of tanshinone
I1a in treatment of Alzheimer's disease, providing support for its clinical application.
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