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Effects of the axial of IL-23/IL-17 in psoriasis disease course
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[ Abstract |

psoriasis vulgaris,and to investigate the correlation of the disease severity and disease course with the express level of Th17 cells related

Objective To evaluate the clinic outcomes of the therapy strategy of thiamphenicol combined with isotretinoin for

cytokines (IL-17,IL-22and IL-23) in the peripheral blood of patients with psoriasis vulgaris. Methods 40 psoriasis vulgaris patients
were recruited and treated with thiamphenicol , isotretinoin capsules and Hydrocortisone Butyrate Cream. The total treatment course was 8
weeks. The peripheral blood examples were obtained from these patients before and after treatment. The expression level of 11.-17, IL-
22and I1.-23 were determined and compared with other 40 health controls. Expression levels of 1L.-17 ,1L-22 and 11.-23 were then corre-
lated with PSAI scores and psoriasis disease course. Results Before and after treatment ,the expression levels of 1L.-17 ,11.-22 and IL-
23 in patients were higher than those of controls (P <0.01). After 8 weeks of treatment, the expression levels of cytokines in patients
presented a down-regulation profile ( P <0.01). And a positive correlation between the levels of 1L.-17 ,1L.-22 and IL.-23 in patients and
the PSAI scores was found before treatment (r =0.77,0.76,0.60,all P <0.05). Conclusion The axil of IL-17/IL-23 might play an
important role in the pathogenesis of psoriasis vulgaris,and expression level of IL-17,IL-22 and IL-23 might be regarded as an indicator
for evaluation of disease severity and prognosis. Blocking expression of cytokines 11.-17 ,11.-22 and 11.-23 might become a novel target for
the treatment of psoriasis.
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