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Detection of Thl7 cells and related cytokines in 35 cases of multiple sclerosis
Yu Zhou' ,Lv Zhiyu® ,Li Zuoxiao*>
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Neurology.Af filiated Hospital of Luzhou Medical College s Luzhou.Sichuan 646000 ,China)

Abstract : Objective To investigate the levels of T help 17 cells(Th17) and related cytokines in the patients with multiple scle-
rosis(MS) and their significance to clinic. Methods  11.-17 and 11.-23 levels for multiple sclerosis patients and controls were evalua-
ted by enzyme-linked immunoassay. The frequencies of Th17 in CD4™ T cells were checked by flow cytometic analysis. Results The
frequencies of Thl7 in peripheral blood were found to be significantly higher in the patients with multiple sclerosis(P<C0. 01). Th17
type cytokine IL-17 and IL.-23 markedly increased in multiple sclerosis patients[ IL-17:MS(69. 01419. 29) ng/L, control (25, 94
15.61)ng/L];1L-23: MS(550. 80 112. 06) ng/L, control (158. 78 +=33. 19) ng/L, (P<C0. 01). Plasma concentration of 1L.-17 was
positively corelated with concentration of 11.-23 in multiple sclerosis patients(r=0. 731, (P<C0. 01). Conclusion The frequencies of
Th17 cells and Thl7 type cytokines in the patients with multiple sclerosis may suggest a potential role in progression and stability of

multiple sclerosis.
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