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Abstract : Objective
levels of 1L-17,1L-23,1L-6 and TGF-f in the patients with psoriasis vulgaris. Methods

To explore the roles of Th17 related cytokines in the pathogenesis of psoriasis by detecting the serum
30 cases of psoriasis vulgaris were divided
into the developing stage group(19 cases) and the resting stage group(11 cases) ,with 10 healthy persons as the control group. The
serum levels of 1L.-17,11.-23,L.-6 and TGF-8 were detected by avidin-biotin peroxidase complex enzyme-linked immunosorbent assay
(ABC-ELISA). Results
higher than those in the control group(P<C0. 05). The serum TGF-§ level in the developing stage group was significantly higher

The serum 11.-23 and IL.-6 levels in the developing stage and the resting stage group were significantly

than that in the control group(P<C0. 05) ,there was no statistical difference in the serum IL.-17 level between the two groups(P>
0.05). There were no statistical difference in the serum IL-17,1L-23,1L-6 and TGF-8 levels between these two psoriasis groups
(P>>0.05). There was positive correlation between the serum 1L.-23 level and the Psoriasis Area and Severity Index(PASI) scores
in psoriasis patients (r=0. 424, P<C0. 05) , while there was no correlation between the serum IL-17,1L-6 , TGF-8 levels and PASI
scores (r=—0.118,r=—0.043,r=—0.203; P=>0. 05 respectively). Conclusion The serum IL.-23,1L.-6 and TGF-8 levels are in-
creased in the patients with psoriasis vulgaris. The serum 11.-23 level is positively correlated with the PASI scores. Thl7cells may
participate in the pathogenesis of psoriasis,but has no correlation with the stages of psoriasis.
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