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Serum levels of inflammatory cytokines in Parkinson’s disease and their clinical significance”
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Abstract:Objective To compare the serum levels of interleukin(IL)-1 8,1L-6 , tumor necrosis factor alpha(TNF-o) and inter-
feron gamma(IFN-7y) in patients with Parkinson's disease(PD) and healthy controls. To analyze the correlations of serum inflamma-
tory factors with disease duration and severity. Methods Peripheral blood samples were collected from 56 PD patients and 120
healthy controls. Serum levels of IL-18,1L-6 , TNF-¢ and IFN-y were measured using highly sensitive enzyme linked immunosorbent

assay(ELISA) kits. Results
(all P<€0.01),serum levels of IFN-y were not significantly different between PD patients and healthy controls(P=0. 86). Serum

Serum levels of IL-18,1L-6, TNF-« were significantly higher in PD patients than in healthy controls

levels of these inflammatory cytokines were not significantly correlated with the disease,duration, Hoen & Yahr,Schwab &. Eng-

land scores(P>>0. 05). Conclusion

Our results indicate that serum inflammatory factors are altered in PD patients. However, serum

inflammatory factors were not correlated with disease duration and severity.
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