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[ Abstract |

complex pathogenesis and limited efficacy of existing therapies. Ginsenoside Rgl, a principal active constituent of the traditional Chi-

Alzheimer’s disease (AD) is a neurodegenerative disorder marked by progressive cognitive impairment, with a

nese herb ginseng, significantly enhances cognitive function and alleviates neuronal damage. It has lately become a focus of research in
Alzheimer’s disease treatment due to its multi-target benefits and low toxicity. This article thoroughly examines the mechanisms through
which Ginsenoside Rgl influences Alzheimer’s disease, including the regulation of autophagy, inhibition of AR deposition, reduction of
Tau protein hyperphosphorylation, alleviation of neuroinflammation, improvement of iron metabolism disorders, exertion of estrogen-like
effects, and modulation of the gut-brain axis. The review seeks to establish a theoretical foundation and prospective therapeutic approa-

ches for Ginsenoside Rgl in the intervention of Alzheimer’s disease.
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