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The expression of programmed death 1 molecular on CD4™ T cells in peripheral blood of patients with psoriasis
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Abstract: Objective To investigate the expression of programmed death 1 (PD-1) molecular on CD4" T cells in peripheral
blood of patients with psoriasis,and to explore its role in the pathogenesis of psoriasis. Methods Totally 30 patients with vulgaris
psoriasis and 19 health controls were enrolled in present study. Peripheral blood was obtained from patients and health controls. The
expressions of PD-1 molecular on CD4™ T cells in peripheral blood were measured by flow cytometry. The expressions of PD-1 mo-
lecular on CD4™ T cells between patients and health controls were analyzed,and their correlations with Psoriasis Activity and Sever-
ity Index (PASD score and clinical course of psoriasis vulgaris were invested as well. Results The expressions of PD-1 on CD4™ T
cells in patients with psoriasis vulgaris were significantly lower than that in health controls[ (14. 33+ 5. 16) % wvs. (21. 63 £
4.70) % ,P<C0. 05) ]. Furthermore, the expressions of PD-1 on CD4" T cells were negatively correlated with PASI score in these pa-
tients(r=0. 52, P=0.003) ,but it did not correlate with clinical course of psoriasis vulgaris(r=0.09,P=0. 650). Conclusion The
expressions of PD-1 on CD4" T cells were decreased in patients with psoriasis vulgaris,and correlated with disease severity.
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