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Abstract: Psoriasis is a common skin disorder characterized by chronic inflammatory lesions. Patients are frequently troubled by it
and it is difficult for doctor to cure. Although multiple therapeutic options are available, they all have limitations. There is an urgent
need for an effective, safe, and oral drug used in clinic for the treatment of psoriasis. Apremilast, as an inhibitor of
phosphodiesterase-4 (PDE-4), is an oral medication that inhibits the activity of multiple inflammatory markers involved in the
pathogenesis of psoriasis. It can be used to treat psoriasis effectively, which shows a good prospect in a series of clinical studies with
good safety and tolerability.
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Fig. 1 Structure of apremilast
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