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Intervention of Hei Xiaoyaosan in Alzheimer's Disease Immune Inflammation Based on

Liver-kidney Homology
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[Abstract]  Alzheimer's disease (AD) is a neurological disease highly related to age, which is the main
cause of senile dementia and the most common disease leading to the loss of daily living ability of the elderly. AD
brings heavy mental burden and economic pressure to patients, families, and society. Traditional Chinese
medicine (TCM) ascribes AD to category of "dementia", believing that the treatment should start from kidney
because kidney deficiency is the root cause. Combined with the physiological and pathological characteristics of
liver, this paper proposed that liver-kidney homology was an important idea for the prevention and treatment of
AD. The main pathological manifestations of AD were amyloid 8-protein (AB) deposition and neurofibrillary
tangles (NFT) , and the pathogenesis was complex. A growing number of studies showed that immune
inflammation played an important role in the pathogenesis of AD. The important target of treating AD was the
regulation of neuro-immune inflammation through the nuclear factor kappa B (NF- «B)/NOD-like receptor
thermal protein domain associated protein 3 (NLRP3)/Caspase-1/interleukin-18 (IL-18) signaling pathway.
Based on the idea of liver-kidney homology, this paper selected the representative formula Hei Xiaoyaosan to
explore its effect on the prevention and treatment of AD and the mechanism from the perspective of regulating

NF- kB/NLRP3/Caspase-1/IL-18 signaling pathway and inhibiting neuro-immune inflammation, expecting to
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further promote the in-depth study on the prevention and treatment of AD, and provide references for the

prevention and treatment of AD by TCM.
[Keywords]

inflammation; signal pathway
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Fig. 1
regulating NF-«B/NLRP3/Caspase-1/IL-18 signaling pathway based

Hei Xiaoyaosan inhibits immune inflammation of AD by

on hepatorenal harmony
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