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Abstract

SHU Longlan ZHENG Bowen

Objective To explore the expression and importance of Piezol, E-cadherin, and Vimentin in nasal
polyps patients. Methods: Thirty-five patients undergoing endoscopic sinus surgery under general anesthesia were
streamed into 20 cases of nasal polyps(NP group) and 15 cases of simple septoplasty without any sinus disease
(Control group). Immunofluorescence staining and Western Blot were applied to detect the protein level of Piezol,
E-cadherin, and Vimentin in NP tissues and nasal polyp-derived primary human nasal epithelial cells(pHNECs).
Also, BEAS-2B cell lines were treated with human TGF-B1 protein to establish epithelial mesenchymal transition
(EMT) model in vitro and quantitative real-time polymerase chain reaction were used to calculate Piezol and above
biomarkers in the model. Results: Compared with control group, Piezol and Vimentin showed higher level while
E-cadherin was lower in NP tissues and pHNECs. In EMT model in vitro, Piezol and Vimentin were demonstra-
ted higher expression with decreased level of E-cadherin. Conclusion: The tendency of Piezol is consistent with the
mesenchymal-related biomarker Vimentin, going against with epithelial-related biomarker E-cadherin, implying its
involvement with EMT process in nasal polyps.
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