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Abstract: Alzheimer's disease is the most common progressive neurodegenerative disease in the elderly. Drug treatment is the most
commonly used treatment for Alzheimer's disease. At present, only a few drugs have been approved clinically. Salidroside is the main
active ingredient in Rhodiolae Crenulatae Radix et Rhizoma. Salidroside can play a role in prevention and treatment of Alzheimer's
disease through a variety of mechanisms, such as reducing p amyloid protein neurotoxicity, inhibition of neuronal apoptosis, reduction
of oxidative stress and inflammatory damage of neurons, delay of neuronal aging, protection of mitochondrial function, etc. This article
reviews the mechanism of salidroside in prevention and treatment of Alzheimer's disease, and provides reference for the clinical
research of salidroside.
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