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Research progress of pathogenesis in chronic rhinosinusitis
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Abstract: Chronic rhinosinusitis (CRS) is a prevalent condition in otolaryngology, characterized by purulent

nasal discharge, nasal obstruction, diminished sense of smell, and accompanying pressure headaches and

dizziness. These symptoms significantly impair patients’ daily lives and work, and exacerbate the economic

burden on families and society. Although the pathogenesis of CRS remains unclear, existing research suggests

that interleukin, epigenetics, and microbiota may play a role in its pathological progression. This paper reviews

the research progress on interleukins, epigenetics, and microbiota in the pathogenesis of CRS, and proposes

that the correlation between the three may be a future research direction for the pathogenesis of CRS.
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12 PERH ZE VR R WAL TES U« B L PR kS
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FRITL % A CRS B DR 25 A 5T 77 1) BT 3 A5
1.1 1L-4
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2 g (human nasal epithelial cells, HNEC)M]_I- i -[H]
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1.2 IL-19
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