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Research progress on ILC2-mediated Th2 immune
regulation of allergic rhinitis

YAO Lijun', XIONG Jun'?, HU Han', LIN Meng', LI Jianheng'
(1. Graduate School , Jiangxi University of Chinese Medicine, Nanchang 330004, China ;2. Department of Traditional Chi-
nese Medicine, the Second Affiliated Hospital of Nanchang University, Nanchang 330008, China)

Abstract ; Allergic rhinitis (AR) is a typical type 2 immunoinflammatory disease. The production of cytokines type 2
by Th2(T helper 2 cell,Th2) and intrinsic lymphocytes type 2 (ILC2) is the central link in the process of type 2 immune
response. ILC2 can be rapidly activated in the early stage of immune dysregulation . ILC2 exerts a synergistic effect with
Th2 cells that is relatively activated in the later stage, which can serve as a bridge between intrinsic and adaptive immunity
in the entire process of disease development. The synergistic effect of Th2 cells and ILC2 constitutes a complex regulatory
system in type 2 immune response. This paper reviews the interaction between innate ILC2 and adaptive Th2 cells and
analyzes their relationship in type 2 immune responses. It will contribute to a further in-depth understanding of the

pathogenesis of AR.
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ILC) Bk A T AN LEF . TLC 2 —HEETHE B
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BT U LIS 6 PR K (VIP) (P33 28 A ILC2 4]
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3 Th2 F0 ILC2 Ef8{EH
3.1 2 - 20 R A Ak
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