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Advances in mechanisms for psoriasis and drug regulation
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Abstract: Psoriasis, bringing great trouble to patients' life, is a common chronic immune skin disease which is
relapsed and difficult to cure. Further understanding of the pathogenesis of psoriasis will be benefit for potential
drug targets and the development of therapeutic drugs. In recent years, "interleukin-23/T helperl7 (IL-23/Th17)
cell axis" has attracted more and more attention in the pathogenesis of psoriasis. Some drugs targeting the cell axis
have also been successfully listed in the market to improve psoriasis and achieved good results. This review focuses
on the "IL-23/Th17 cell axis" system to elaborate the role of a variety of immune cells involved in the pathogenesis
of psoriasis, such as dendritic cells, macrophages, neutrophils and T cells, and summarizes multiple therapeutic
antibodies targeting this cell axis in the treatment of psoriasis. In addition, this review also summarizes the current
small molecule drugs for the treatment of psoriasis.
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Figure 1 Interleukin-23/T helperl7 (I1L-23/Th17) cell axis in the pathogenesis of psoriasis
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Figure 2 The Janus kinase/signal transducer and activator of tran-ions (JAK-STAT) signaling in the pathogenesis of psoriasis
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