Neurodegeneration in the systemic rotenone model of Parkinsen’s disease
IS assoclated with neuroinflammation, oxidative stress and-gliosis
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Immunohistochemistry (IHC). Tyrosine hydroxylase (TH) positive 8 1000 I g 1000 - 2 200000 2 °
cells were quantified in the SN by 3,3’-Diaminobenzidine (DAB) IHC. . £ 5o | £ 500 - = 0000 = 20007
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MesoScale Discovery: TNF-alpha, IL-6, IL-1beta were quantified in  °3 3 2 SEM, n=10 per group.
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