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Abstract: Objective To investigate the effects of echinacoside on the activation of microglia in substantia nigra
compacta and the injury of DA neurons in Parkinson’s disease (PD) mice, and on the dopaminergic neuron—
microglia survival microenvironment. Methods (DPharmacodynamic experiment: Male C57BL/6 mice were randomly
divided into blank group, model group, positive drug group (minocycline, 30 mg-kg ') and echinacea glycoside
group (20 mg-kg™). The blank group and the model group were injected with equal volume of normal saline, and the

other groups were injected intraperitoneally with corresponding drugs, once a day for 3 d. The groups except blank
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group were intraperitoneally injected with 1-methyl-4—phenyl-1, 2, 3, 6-tetrahydropyridin(MPTP, 30 mg-kg™")
for successive 7 days(once a day). The changes of motor behavior, complement receptor—-3(0X-42) and the number
of tyrosine hydroxylase (TH) —positive cells were observed. 2 Pharmacodynamic mechanisms: Male C57BL/6 mice
were randomly divided into sham—operation group (normal saline, 5 L), model group(IgG solution, 0.2 pg-pl™"),
echinacea glycoside group (20 mg-kg '), and anti-chemokine receptor group (Anti-CX3CR1, 0.2 pg-pL™"). The
injection volume of all groups was equal. IgG group and anti—chemokine receptor group were respectively injected
IgG or anti—-CX3CR1 into the lateral ventricle. Animals in the anti—chemokine receptor group were injected with anti—
CX3CR1
peritoneal injection of echinacoside for 10 days, the behaviors of MPTP—treated mice were altered (P <0.05, P<
0.01), the immunofluorescence expression of OX—42 and TH were all restored (P <0.05, P<0.01), and the level

of CX3CR1 was decreased. Conclusion Intra— peritoneal injection of echinacoside can significantly reduce the

one hour before MPTP injection. Theexpression of CX3CR1 was investigated. Results After intra—

damage of dopaminergic neurons caused by MPTP, which may be related with the inhibition of echinacoside on

microglia activation.
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Table 1 Rating scale for autonomic behavior of Parkinson’s

disease
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Figure 3 Effect of echinacoside on autonomous movement in

Parkinson’s disease mice(x s, n=8)
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