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[ Abstract] Type II innate lymphoid cells(ILC2) are stimulated to produce T-helper lymphocyte type 2(Th2)
cytokines, which promote late phase reaction in allergic rhinitis( AR). Micro ribonucleic acid-155 ( microRNA-155,
miR-155) plays a crucial role in the development of the immune system, the maturation and differentiation of immune

cells and the maintenance of immune function. GATA binding protein 3( GATA3) is a transcription factor that can promote
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the development and maturation of ILC2, and in tumor research, GATA3 is the target gene of miR-155. In this paper,

we mainly review the transcription factor GATA3 of ILC2 which is involved in AR in nasal mucosa and miR-155 which

can interfere with GATA3 expression.
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