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New Concept of SKkin Pruritus Treatment
Yu-Ju Chou, Chih-Chiang Chen

Abstract: “Itching” has negative impact on not only patient’s health but also quality of life. In addition, it is a
heavy burden on our community resource. Traditionally, antihistamines and steroids are used to control pruritus.
In addition, some different mechanisms of medicine, including variety of neurotransmitters are proved to be
effective in itching reduction. However, in most of the time the efficacy of these drugs is limited, especially for
chronic itching. In recent years, researches on atopic dermatitis (AD) find out the mechanism of damage of
keratinocytes and the cause of itchiness. Based on this scenario of pruritus molecular mechanism, several
biologics, targeting on interleukin 4 (IL-4), IL-31, IL-31, etc. were developed to control AD and prurigo
nodularis, an extremely itching skin disease. Going downstream of the pathogenesis of itching, all the involved
cytokines belong to type II inflammation, all of which are activated by the JAK-STAT pathway. A variety of oral
small-molecule drugs that inhibit JAKs have been approved to be effectively and rapidly improve the severity of
itching in clinical trials and real-world patient usage. Understating the signaling pathway involved in pruritus
more and targeting the specific molecules identified allow physicians to help patients get rid of the nightmare of
itching in the future.
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