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Protective effect of green tea polyphenols on substantia nigra dopaminergic neurons of MPTP induced Parkinson’s disease mice"
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Abstract: Objective To investigate the preventive protection effect of green tea polyphenols(GTPs) on substantia nigra do-
paminergic neurons in 1-methyl-1-4-phenyl-1, 2, 3, 6-tetrahydropyridine(MPTP) induced Parkinson’s disease mice and its mecha-
nism. Methods C57BL/6] mice(n=60) were divided into the blank control group, prevention group, MPTP group and treatment
group equally. The MPTP group was given with MPTP by intraperitoneal injection for 7 d(30 mg * kg ' « d"'). The prevention
group began GTPs intervention at 3 months before injection of MPTP with above dose until 3 months after MPTP treatment. The
treatment group began GTPs intervention for 3 months after the same MPTP treatment. The blank control group was intraperitone-
ally injected with the same volume of normal saline for continuous 7 d without adding GTPs to drinking water, the other treatment
measures and duration were same to the treatment group. The immunohistochemical was adopted for detecting the number of sub-
stantia nigra dopaminergic neurons. Superoxide dismutase(SOD) and malonaldehyde(MDA) in midbrain were determined by colori-
metry, which reflecting the oxidative stress level. Results The number of substantia nigra dopaminergic neurons in the prevention
group, MPTP group and treatment group was significantly decreased (P<C0. 05),and the oxidative stress level was obviously in-
creased(P<C0. 05). Conclusion Preventive use of GTPs has the protective role on the dopaminergic neurons of Parkinson's disease
mice, which is higher than treatment. The possible mechanisms are to enhance the antioxidant stress ability in advance and increase
the threshold value of pathological change.
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