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Research progress on mechanism of oxymatrine in treatment of allergic skin
diseases

WEI Rujing', CAI Chuanchuan', LI Fanggu', YE Qiaoyuan?
1. Department of Dermatology and Venereology, Affiliated Hospital of Guangdong Medical University, Zhanjiang 524000, China
2. Guangdong Medical University, Zhanjiang 524000, China

Abstract: Allergic skin diseases have chronic and recurrent characteristics, and patients need long-term treatment, but can cause
varying degrees of adverse reactions, and symptoms are prone to recurrence after discontinuation of medication. Oxymatrine is the
main active ingredient in Sophorae Flavescentis Radix and Sophorae Flos. Oxymatrine can prevent and treat allergic skin diseases
through multiple pathways and targets through inhibiting mast cell activation, regulating lymphocyte proliferation, regulating Th1/Th2
balance, regulating Th17/Treg balance, regulating the expression of cytokine signaling inhibitory factor 1, down-regulating the
expression of TRPA1 and TRPV1, and inhibiting the activation of MAPK/Akt signaling pathway. This article reviews the mechanism
of action of oxymatrine in treatment of allergic skin diseases, providing a basis for the clinical use of oxymatrine.
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