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Mechanism of Th2 related inflammatory factors in the pathogenesis of eczema
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[Abstract] FEczema is a common clinical inflammatory skin disease characterized by severe itching and recurrent at-
tacks. Its etiology is complex,including a variety of internal and external factors. The main mechanism is related to the imbalance
of Th2 immune response,and related inflammatory factors play an important role. Epithelial-derived factor like thymic stromal
lymphopoietin and interleukin-33 could trigger Th2 immune imbalance and promote the secretion of type inflammatory factors
such as interleukin-4, interleukin-5,and interleukin-13. These inflammatory factors will further induce eosinophilic granulocyto-
sis and IgE formation. In this paper, the research progress of mechanism of type 2 related inflammatory factors in eczema were

reviewed, which provided the great significance for treatment.
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