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[Abstract]  Objective To investigate the effect of electro-acupuncture (EA) therapy on the
synaptic plasticity of hippocampal neurons in senescence-accelerated mouse (SAMPS) by examining the
changes in neural cell adhesion molecule (NCAM) and nuclear factor-kB (NF-kB) expression, and
explore the mechanism behind the therapeutic effect of EA on Alzheimer’s disease (AD) in view of
neural cell adhesion. Methods Twenty-four SAMP8 mice as the animal model of AD were
randomized equally into the model group and EA treatment group, with 12 senescence-accelerated
resistant mice (SAMR1) mice as the blank control group. EA on Baihui (Du20) and Yongquan (Kidl)
was administered once daily for 21 consecutive days in mice in the EA group. The expressions of NCAM
and NF-kB mRNA and proteins in the hippocampal neurons were detected by immunohistochemistry and
in situ hybridization. Results Compared with the model group, the mice in EA group showed
significantly increased expression of NCAM and NF-kB mRNA and proteins (P<0.05).  Conclusion
EA can increase the expression of NCAM and NF-kB in mouse hippocampal neurons. EA can promote
the cell adhesion and synapse plasticity of the neurons possibly by upregulating NF-kB expression to
induce increased NCAM production.
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