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ABSTRACT Objective To analyze the key targets of “Yi Qi Tiao Xue Fu Ben Pei Yuan” (YQTXFB-
PY) acupuncture method in the treatment of senile dementia, and to elucidate the cellular biological
mechanism of acupuncture in treatment of the disease. Methods As an animal model of senile dementi-
a,7-month-old 60 senescence-accelerated mice prone 8 (SAMP8)were randomly divided into the control
group, the acupoint group and the non-acupoint group,with 20 in each group. Mice in the acupoint group
were treated with YQTXFBPY acupuncture method. Mice in the non-acupoint group were acupunctured
non-channel or non-acupoint. Mice in the control group were disposed with grasping alone. Morris water
maze was used for analyzing the effect of acupuncture on the ability of learning and memory of SAMPS.
Gene expression profiles of hippocampal tissue were extracted from each group. KEGG metabolic net-
work pathways and cellular localization of differentially expressed genes were analyzed using
GEO2Enrichr bioinformatics tools. Hippocampus tissue proteome were extracted from each group, and
the numbers of mitochondria-associated proteins from each proteome were annotated using the DAVID
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online annotation tools. Results

The escape latency of the acupoint group was shortened from (79.90 =

14.82)s seconds to (28.64 +12.71)s, which was significantly shorter than that of the control and the
non-acupoint group(P <0.01). There were multiple metabolic network pathways activated in both the acu-
point group and the non-acupoint group. Compared with the non-acupoint group, the acupoint group had 3

specific metabolic pathways: “oxidative phosphorylation”, “Parkinson’s disease” and “protein process-

ing in endoplasmic reticulum”. The up-regulated genes in the acupoint group were mainly located in neu-

rite protuberance, mitochondria and cytoskeletons, while those in the non-acupuncture group were main-

ly located in neurite protuberance. In the proteome of mouse hippocampus, there were 32 up-regulated

proteins related with mitochondria in acupoint group, while only 5 in non-acupoint group. Conclusion

YQTXFBPY acupuncture method had a wide range of targets for treatment of senile dementia,and neuro-

nal mitochondria were the key target for acupuncture efficacy.
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