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ABSTRACT Objective To observe the effect of Sanjiao acupuncture on the cytoskeleton recom-
bination related proteins in hippocampus neurons of senescence accelerated mouse( SAMP8) ,and to ex-
plore the possible cellular biological mechanism of acupuncture in the treatment of Alzheimer’s disease
(AD). Methods Seven-month-old SAMP8 was used as animal model of AD,and were randomly divided
into control group,acupoint group and non-acupoint group,with 20 rats in each group.The acupoint group
was treated with Sanjiao acupuncture[ acupoints :Danzhong(CV17) ,Zhongwan(CV12) ,Qihai( CV6) , Xue-
hai(ST36) ,Zusanli(SP10) ] .Non-acupoint group was treated with non-meridian and non-acupoint needling
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at bilateral subcostal.Both acupuncture groups were needled once daily ,6 times a week for 4 weeks. Mor-
ris Water Maze was used for analyzing the effect of acupuncture on learning and memory ability of SAMP8
by hidden platform test and spatial probing test. The hippocampal tissue lipid rafts were extracted, the
changes of cytoskeleton-related proteins in hippocampal lipid rafts recruitment of three groups were de-
tected by HPLC MS/MS proteomics method;the intracellular co-localization of cytoskeleton and related
proteins was examined by immunofluorescence staining method. Three cytoskeleton proteins ( 3-tubulin,
B-actin,neurofibrillary ) were determined by Western Blot. Results The 5-day escape latency of three
groups was gradually shortened,the difference was statistically significant among groups (F =8.61, P =
0.0048). The escape latency of acupuncture group was significantly different from that of control group
and non-acupoint group (P <0.01). Compared with the control group and the non acupoint group, there
was a statistically significant difference in the time of escape latency on the third day in the acupuncture
group(P <0.01). The retention time of original platform quadrant in acupuncture group [ (19.14 +4.32)s]]
was significantly higher than that in control group [ (11.38 +£3.35)s ] and non acupoint group [ (13.51 +
2.46)s ], the difference was statistically significant(P <0.01).There were significant differences in the
types and quantities of lipid raft proteins within two acupuncture groups. The cytoskeleton-related proteins
and small GTP proteins recruited by lipid raft in acupoint group were significantly higher than that in non-
acupoint group,and showed a synchronous increasing pattern. Inmunofluorescence co-localization indi-
cated that B-tubulin and Cdc42 were highly enriched in perinuclear and axon of the cells in acupoint group.
Compared with control group,the expression of each cytoskeleton protein among three groups showed no
statistical difference. Conclusion The activation and regulation of hippocampal neuron cytoskeleton re-
organization may be an important cytological mechanism in the treatment of AD by Sanjiao acupuncture.
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