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Effects of CpG ODN on FceR I and FeyR 11 b Expression in Asthma Model of Mice. Zhu Baojun ,Luo Fang ,Li Mengrong. The Second Af-
filiated Hospital & Yuying Children's Hospital of Wenzhou Medical University, Zhejiang 325027 ,China

Abstract Objective To investigate the possible mechanisms induced by CpG ODN on the expression of FceR I and FeyR I b of
lung tissue in acute asthma model of mice. Methods Totally 48 male Balb/c mice were randomly divided into the control group ( group
A), asthma model group ( group B), dexamethasone control group (group C), CpG ODN treatment group ( group D) with 12 in each.
Group B were sensitized by OVA to establish the acute mice asthma model. BALF were collected and the total cell numbers were counted.
Lung were fixed and sections were used for Pulmonary ultrastructure. FceR [ and FeyR Il b mRNA in the lung were measured by RT -
PCR. Results Pulmonary ultrastructure: Group B showed inflammation cell infiltration, pulmonary alveolus Il type epithelial cell swell-
ing entry into the alveolar lumen. Group C and group D were much lighter than those of group B. In the BALF, compared with group B, the
total cell numbers, the absolute numbers of EOS and EOS% were markedly decreased than group C and D (P <0.01). RT — PCR results:
The expression of FceR I in group D and group C were significantly lower than group B (P <0.01), and the expression of FeyR Il b in
group D and group C was significantly higher than group B (P <0.01). Correlative analysis: The expression of FceR [ was negatively
correlated with FeyRII'b (P <0.01, n =40). Conclusion CpG ODN lower FceR I and increase FeyR Il b expression in the lung tissue
of asthma mouse and improve airway inflammation, induce immune tolerance.
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