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Abstrast Objective: To explore the expression of polymeric immunoglobulin receptor in nasal polyps of pa-
tients with chronic rhinosinusitis with nasal polyps. and to investigateits relationship with the pathogenesis of na-
sal polyps. Method: Thirty-six specimens of nasal polyps were harvested patients were selected for the control
group who had operation of nasal septal construction in the corresponding time period. The pIgR and IgA expres-
sion in nasal polyps and normal nasal inferior turbinate mucosa were detected by immunohistochemistry, and the
real-time reverse transcription(RT-PCR) were used to detect the level of pIgR,IgA,RORc and Foxp3 mRNA ex-
pression in nasal polyps and normal nasal inferior turbinate mucosa. The association between plgR mRNA and
their association with the number of EOS,RORc mRNA , Foxp3 mRNA were analyzed, respectively. Result; The ex-
pression of pIgR in the nasal polyps was significantly lowerer than that in control group, and the result was statis-
tically significant(P<C0. 05) ; Compared with nasal polyps with no eosinophils, the expression levels of pIgR in the
nasal polyps with eosinophils was lower, and the result was statistically significant(P<C0. 05). The expression of
IgA in the nasal polyps was significantly higherthan that in control , and the result was statistically significant
(P<C0.05). Compared with control, the mRNA expression of pIgR and Foxp3 in the nasal polyps were significant—
ly lower, while the expression levels of IgA mRNA and Foxp3 mRNA in the nasal polyps was significantly higher
compared to controls, and the result was statistically significant( P<Z0. 05). In nasal polyps ,plgR mRNA expres-
sion was correlated with RORc mRNA (P<C0.05,r=—0.79),and there was no correlation between pIlgR mRNA
and Foxp3 mRNA(P>0. 05,r=0. 36). Conclusion: It was proved that pIgR down-regulation play an important role
in the development of nasal polyps.
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