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Abstract: Alzheimer’s disease (AD) is an age-related neurodegenerative disease, which is characterized by progressive cognitive
decline and memory impairment. With the acceleration of population aging in China, the number of patients with AD is also increasing.
In addition, due to the uncertainty of the pathogenesis of AD, there is still a lack of effective treatment, which has gradually became
one of the important reasons that seriously affects the physical and mental health of the elderly. In recent years, studies have shown
that the multi-channel and multi-target mechanism of traditional Chinese medicine compound has obvious value and advantages in
preventing and treating AD. Buyanghuanwu Decoction (¥MfHiET17%), as a classic prescription of traditional Chinese medicine, is
considered to have the potential effect of improving AD. In this paper, the mechanism of Buyanghuanwu Decoction and its components
in improving the pathology and symptoms of AD in recent years is reviewed, which provides theoretical basis and research ideas for
the clinical application and experimental research of Buyanghuanwu Decoction in the future.
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Table 1 Effective components and mechanism of Buyanghuanwu decoction
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Fig.1 Mechanism of Buyanghuanwu Decoction in preventing and treating AD
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