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The latest advances in the development of biologic agents for psoriasis

ZHOU Jian, YU Chen, WANG Gang
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[ Abstract] Psoriasis is a chronic immune-mediated inflammatory skin disease. A growing understanding of

the mechanism has led to the advent of biological agents that specifically target the cytokines which are involved in
the pathogenesis. Because of the significant efficacy with high safety shown in the treatment of psoriasis, biologic
agents have becoming more and more usual in clinical practice. Rapid progress in biotechnology allows the development
of an increasing number of novel biologic agents, such as biologics targeting existing and promising inflammatory
mediators, bispecific agents targeting multiple different antigens and agents including nanobodies and peptides.
This review summarizes the current application of biologic agents in clinical practice, new drugs that are under
study, potential targets and novel technology of biologics.
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