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Abstract: Alzheimer's disease (AD) is a type of common neurodegenerative disease. The main clinical
symptom of the disease is progressive cognitive dysfunction, which has no effective therapy yet. With the
in-depth immunology study in the central nervous system, studies in different fields such as preclinical phase,
genetics and bioinformatics have shown that immune dysfunction contribute to the pathogenesis of AD, including
the beginning, maintenance and deterioration stage in AD. China has a wealth of natural medicine resources
and clinical experiences. A large number of natural drugs and effective components both can regulate the
immune function and ameliorate the symptomsin AD. This review summarizes the researches of ameliorating
the symptoms in AD through immunization regulation in recent years with an aim to provide new ideas and clues
in the study of new anti-AD drugs using natural medicines.
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Figurel Mechanism of inflammation in Alzheimer's disease (AD).
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Tablel Advancesinimmunotherapy by traditional Chinese medicine for Alzheimer's disease (AD)
Name Active component Experimental model I‘mmu.n e target or The-rapeu.uc
signalling pathway manipulation

Panax ginseng CA Meyer

Gastrodia elata Bl

Astragalus mongholicus

Bunge
Lycium barbarum L

Ginsenoside Rgl
Gastrodine

Astragaloside

Lycium barbarum
polysaccharide

D-galactose induced aging rat model
A mouse model of AD: Tg2576 mice;
LPS induced N9 microglia cells

Ap(25-35) induced mouse model

An APP/PS1 double transgenic mouse
model of AD

Aeg-1, IL-, 1L-6 and TNF-a
TNF-a, IL-18

NF-xB (p65)

NF-xB

APa-42), CD45
TNF-q, IL-18 and IL-6

Bcl-2/beclin-1 signalling pathway
COX-2,iNOS

Downregulation
Downregulation

Downregulation
Downregulation

Downregulation

origina microgliacells TGFp

NF-xB/INK signalling pathway

TNF-a, IL-6

JAK2/STAT3 signalling pathway

TNF-a, IL-6 and IL-18

ERK 1/2/p38 signalling pathway

TNF-a, IL-18, CCL-2, IL-10 and
NLRP3

TNF-a, IL-18, IL-6 and COX-2

Downregulation
Downregulation
Downregulation
Downregulation
TNF-q, IL-18

Downregulation

iNOS, IL-1p and IL-6 Downregulation

Upregulation

Acorus gramineus Soland p-Asarone Ap(25-35) induced SH-SY5Y cells
LPS induced BV-2 microglia cells
Scutellaria baicalensis Baicalin Apa induced BV-2 cells
Georgi
Curcuma longa Linn Curcumin LPS induced microglia cells
Ginkgo biloba Linn Egb761 Tg2576 mice
Euodia rutaecarpa Benth Evodiamine SAMPS8, APP*¢/PS1* transgenic
mouse model of AD
Tripterygium wilfordii Triptolide Atransgenic mouse model of AD:
Hook F 5XFAD mice
Ganoderma Lucidum Karst Ganoderan LPS induced BV-2 cells; A induced
Ligusticumwallichii Franch  Ligustrazine AP 25-35) induced rat model

IL-18, IL-6, TNF-a and RAGE Downregulation
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