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[Abstract] The incidence of Alzheimer’s disease (AD) is rising annually, placing a heavy burden on both
society and families. Based on the theory of "kidney deficiency and toxic damage," this paper posits that the
core pathogenesis of AD lies in kidney essence deficiency as the root cause, and the accumulation of phlegm,
fluid, and blood stasis forming toxins as the manifestation. These two factors interact and drive the onset and
progression of AD. Neuroinflammation is a key pathological mechanism of AD, characterized by AB protein
deposition, Tau protein hyperphosphorylation, and abnormal activation of glial cells, which trigger chronic
inflammatory responses and exacerbate neuronal damage. Integrating the theory of "kidney deficiency and toxic
damage" with modern AD pathological mechanisms, this paper explores the potential mechanism of acupuncture
in AD intervention. It proposes the use of Baihui (DU20), Taixi (KI3), Shenshu (BL23), and Zusanli (ST36) as
primary acupoints to exert a synergistic effect of "nourishing the kidney, regulating the Du meridian, harmonizing
Qi and blood, and opening the orifices to awaken the mind." By regulating neuroinflammatory responses and

significantly reducing the release of inflammatory factors, this approach aims to improve cognitive function,
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providing a more comprehensive scientific basis for the prevention and treatment of AD with acupuncture.

[Keywords] Alzheimer’s disease; neuroinflammation; kidney deficiency and toxic damage; acupuncture
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