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Abstract: Alzheimer’s disease is a neurodegenerative disease characterized primarily by progressive cognitive impairment and
memory impairment, with complex pathological mechanisms that urgently require exploration of novel therapeutic strategies and
intervention targets. Icariin exerts anti-Alzheimer’s effects by inhibiting the production and deposition of B-amyloid (Ap), suppressing
the hyperphosphorylation of Tau protein, alleviating inflammatory damage in neural tissues, mitigating oxidative damage in neural
tissues, inhibiting neuronal apoptosis, delaying neuronal aging, reducing insulin resistance, improving cerebral energy metabolism,
regulating the gut microbiota - metabolism - brain axis, enhancing synaptic plasticity, protecting cholinergic neurons, and maintaining
blood-brain barrier function. This review summarizes the pharmacological research progress on icariin in treating Alzheimer’s disease,
providing a reference for its clinical application.
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