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Regulation Effect of MiR —34a and Its Target Foxpl Protein in Psoriasis Vulgaris. Wang Huiqin,Wang Yao,Zhao Zongfeng ,et al. Peo-
ple's Hospital of Xingjiang Uygur Autonomous Region, Xinjiang 830001 ,China

Abstract Objective To investigate the expression of miR —34a and its target protein Foxpl in skin with psoriasis vulgaris and its
significance in the development of psoriasis vulgaris. Methods The expressions of miR — 34a were studied with real — time fluorescent
quantitative PCR in the 12 psoriatic vulgaris lesions and 12 normal skin. Chemical synthesis of miR - 34a mimic, miR - 34a inhibitor,
transfected HaCaT cells. Western blotting was used to detect the expression of Foxpl protein in transfected cells. Results The expression
level of miR —34a was higher in lesions of psoriasis vulgaris than in normal skin tissue, and differences was statistical significance (¢ =
3.047,P <0.05). HaCaT cells were transfected with miR —34a mimic and miR - 34a inhibitor. Western blotting was used to detect the
expression of Foxpl protein. When over expressing miR - 34a, the expression of Foxpl protein were increased. When miR - 34a inhibited

the expression of Foxpl, protein were decreased. And the differences was statistical significance( F =286.722,P <0.01). Conclusion

The expression of miR —34a was significantly higher in lesions of psoriasis vulgaris than in the normal skin tissue. Differential expression

of miR —34a may be positive regulation of Foxpl protein in the pathogenesis of psoriasis vulgaris.
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