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Secukinumab: anti-psoriasis new drug, IL-17 blocking agent
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Abstract: IL-23 and its downstream TH17 cytokines are likely pathogenic in human psoriatic skin, because mRNA for IL-17A, IL-17F,
and IL-22 accumulates in cutaneous lesions. Therefore, IL-17 may be a therapeutic target in T cell-driven inflammatory disorders.
Novartis is developing secukinumab, a fully human anti-IL-17A monoclonal antibody, for the potential treatment of several indications.
Data from several phase II and phase III clinical trials were reported that targeted inhibition of the proinflammatory cytokine IL-17A
with secukinumab through sc injection is a valid therapeutic approach and useful in the treatment of moderate-to-severe plaque
psoriasis and psoriatic arthritis (PsA) with good safety and tolerability. It has been approved by the FDA on January 2015 as the first
IL-17 blocking agent for the treatment of moderate-to-severe plaque psoriasis in adult patients. The market is projected to reach about
US$1.0 billion in 2020.
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