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Research progress of interleukin-13 involved in pruritus*

Liang Xiao-ling, He Shuang, Wu Shi-jian, Wu Guan-yi
(College of Basic Medicine, Guangxi University of Chinese Medicine, Nanning, Guangxi 530299, China)

Abstract: Pruritus is an unpleasant sensation that causes itching. Various skin diseases, systemic diseases,
neurological disorders, and psychological conditions can all trigger pruritus, and its pathogenesis is complex.
Interleukin-13 (IL-13) is a type 2 cytokine that plays a significant role in pruritus. IL-13 is mainly secreted by T
helper 2 (Th2) cells and, through binding with the IL-13 receptor alpha 1 (IL-13Ral) and interleukin-4 receptor
alpha (IL-4Ra) heterodimer, it can directly cause itching or indirectly promote the release of other pruritus factors.
This article reviews the cellular sources, signaling pathways, mechanisms of action in pruritus, and the latest
developments in targeted therapeutic drugs for IL-13 and its receptors.
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PRS2 TT AR 5 R AR, — T 45 T Dupilumab 4
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IL-13 5 IL-13Ral . IL-13Ra2 2 & 4% 1Y 45 4140,
WOLLENBERG %"/} rfv 28 5 J ¢ I M R R N f8
F 4T T Tralokinumab B8.25 [R5 J7 RO PEAL , 45 2 &
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Wi ST TR . — Lo 25 3l 2 7 ] 1L~
13 19 3% P St D A o B AR o b TL-13 1) PR v
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