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[Abstract])
plore the role of Th17 cells in pathogenesis of nasal polyposis. Methods

Objective To detect the expression of Th17 cells in peripheral blood in nasal polyps, and to ex-
The peripheral blood samples were collect-
ed from 46 patients of chronic sinusitis with nasal polyp (CRSwNP, the study group) and 22 patients with simple nasal
bleeding or nasal septum deviation (the control group). Flow cytometry was used to detect the expression levels of
Th17 cells in peripheral blood in the two groups. Results The levels of Th17 cells in the study group was (4.03%=+
0.69%), significantly higher than (1.35%+0.26%) in the control group (P<0.05). Conclusion
CRSwNP may be involved in the increased expression of Th17 cells, and the detailed mechanisms should be further
studied.
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