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Abstract: Autophagy is an evolutionarily highly conserved catabolic process that plays a key role in cell growth and development,
innate and adaptive immunity, and programmed cell death. In recent years, autophagy has become a focus of research in the field of
immunity and oncology, and there is increasing evidence that altered expression of autophagy-related genes may be involved in the
pathogenesis of allergic inflammation through the regulation of inflammatory factors, and that autophagy can be targeted for treat-
ment. New studies have shown that autophagy is involved in the pathogenesis of allergic rhinitis ( AR) by regulating the activation
and function of T cells and affecting respiratory epithelial fibrosis. There is no effective targeted treatment for the global allergic dis-
ease of AR. In this review, we address the role of autophagy in the pathogenesis and treatment of allergic inflammation and in the
pathogenesis of AR, with the aim of providing new strategies for autophagy as a therapeutic target for AR.
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