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Expression of IL-9 in nasal mucosa of mouse model with allergic rhinitis

ZHAO He, CAO Zhi-wei, GU Zhao-wei, LIU Meng, WU Xiong-ying
( Department of Otolarynology, Shengjing Hospital of China Medical University, Shenyang 110004, China)

Abstract: Objective To investigate the role of IL-9 in the development of allergic rhinitis in mice. Methods

Balb/c mice were used for establishing the animal model of allergic rhinitis with ovalbumin sensitization. According to the
excitation time course, all the model mice were divided into 6 groups (5 mice in each group), i.e., groups of 30-min,
two-hour, 6-hour, 12-hou, 24-hour, and 48-hour. Instead of ovalbumin, normal saline was applied to the mice of the
control group. Expression of IL-9 in the nasal mucosa was detected by immunohistochemical SABC method. Results

Expression of IL-9 could be detected in both the control and experimental groups. The expression level of IL-9 in the
experimental group was higher than that in the control group, and the difference was statistically significant (P <0.05).

The expression of IL-9 in the experimental groups showed a trend increased first and decreased afterwards with excitation

time extension. Conclusion Expression of IL-9 may have correlation with pathogenesis of allergic rhinitis in mice.
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