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Study on the function and mechanism of Th17/Treg imbalance

on mucosal remodeling of ECRSwNP

Summary Chronic rhinosinusitis (CRS) can be controlled by a combination of conservative treatment and

surgical procedures. However, there is one group of CRS endotypes, refractory CRS, such as eosinophilic chronic

rhinosinusitis with nasal polyp( ECRSwNP), for which the current treatment strategies of anti-inflammatory and/

or antibiotic therapy or surgical removal of the lesion to improve sinus drainage are less effective. This lack of

treatment efficacy highlights the need for further fundamental and clinical research to improve or restore nasal mu-

cosal function of CRS. The role of the immune response in the pathogenesis of mucosal remodeling, which is a key

problem in refractory CRS, is of particular current interest. ECRSwNP characterized by Th17/Treg imbalance in-

duced by IL.-6 has a different mucosal remodeling pattern. This review intends to illustrate the role of the imbal-

ance between Th17 (T helper 17) and Treg (regulatory T) cells in the mucosal remodeling of ECRSwNP and to

suggest a novel therapeutic target on treating ECRSwNP.
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