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ABSTRACT: Allergic rhinitis (AR) is an immunoglobulin E (IgE)-mediated type I hypersensitivity of the nasal mucosa which
occurs when atopic individuals react to an inciting inhaled allergen. These inflammatory processes involves various immune cells (Th
cell, Eosnophil, Basophil, Mast Cell, et al)connected by a complex cytokine network (IL-4, IL-5, IL-25, IL-33, et al ), leading to the
occurrence and development of allergic rhinitis. Although pharmacotherapy and allergen immunotherapy for AR have clinically proven

effective, they still faces several drawbacks. Herein, we review the current knowledge and recent findings in our understanding on the

molecular and cellular mechanisms underlying allergic rhinitis, targeting the new avenue to achieve therapeutic applications.
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