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Effects of Electroacupuncture Intervention on the Expression of Tyrosine Hydroxylase and Oxidative Stress
Factor in Substantia Nigra of Parkinson’s Disease Model Mice ZHAO Yingqgian', KANG Kaiwen>>*, LIU Qi', MA
Xue', LI Jie', LU Gang', WANG Qiang'>*. 1.School of Acupuncture-moxibustion and Tuina, Shaanxi University of
Chinese Medicine, Xianyang 712046, China; 2.The Second Clinical Medical School of Shaanxi University of Chinese
Medicine, Xianyang 712046, China; 3.Shaanxi Provincial Key Laboratory of Acupuncture Combined with Medication,
Xianyang 712046, China; 4 Xianyang Key Laboratory of Neurobiology (Acupuncture-moxibustion), Xianyang 712046,
China
[Abstract] Objective To observe the effects of electroacupuncture intervention on the protein expression of tyrosine
hydroxylase (TH), glutathione peroxidase (Gpx-1), and oxidative stress factor superoxide dismutase (SOD) in the
substantia nigra tissue of Parkinson’s disease (PD) mice. Method Forty healthy male Kunming mice were divided

using the random number table method into a blank group, a PD group, an acupuncture group, and a Levodopa group,
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with 10 mice in each group. Except for the blank group, the other three groups received 1-methyl-4-phenyl-1,2,3,6-
tetrahydropyridine (MPTP) to induce PD mouse models. Two weeks after the modeling, two groups were randomly
selected to receive electroacupuncture and Western medication intervention, respectively. After the intervention, step
length and swimming tests were adopted for behavioral assessment for each group. Western blot was used to detect the
expression of SOD-2, Gpx-1, and TH in the substantia nigra of mice, and immunohistochemistry was used to detect the
protein expression of TH. Result Compared with the blank group, the step length and swimming duration were
significantly reduced in the PD group (P<<0.05). Compared with the PD group, the step length and swimming duration
were increased in the acupuncture and Levodopa groups (P <<0.05). Compared with the blank group, the protein
expression of TH in mice’s substantia nigra was significantly reduced in the PD group (P<<0.05). Compared with the PD
group, the TH protein expression in mice’s substantia nigra was markedly increased in the acupuncture group (P<<0.05),
but the difference in the Levodopa group was statistically insignificant (P>0.05). Compared with the blank group, the
expression levels of SOD-2 and Gpx-1 dropped notably in the substantia nigra of mice in the PD group (P<<0.05).
Compared with the PD group, the expression levels of SOD-2 and Gpx-1 increased significantly in the substantia nigra
of mice in both acupuncture and Levodopa groups (P<<0.05). Conclusion Electroacupuncture intervention can enhance
the motor function of PD model mice, and the treatment mechanism may be associated with the down-regulation of the

expression of oxidative stress protein in the substantia nigra.
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