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Inhibitory effects of STAT6 decoy oligonucleotides on Eotaxin expression and airway inflammation in mouse models of asthma
Zhou Yu ,Qin Biyuan , Xiong Ying®
(Department o f Respiratory Medicine , The A f filiated Hospital of Luzhou Medical College , Luzhou,Sichuan 646000, China)
Abstract: Objective To observe the influence of STAT6 decoy Oligonucleotides on the Eotaxin expression and airway inflam-
mation in mouse models of asthma. Methods BALB-C female mice were randomly divided into four groups:normal control(N),
asthma model (A) , asthma model administered by STAT6 decoy Oligonucleotides (ST-ODN) , and asthma model administered by
scrambled Oligonucleotides(SC-ODN). The STAT6 decoy ODN and scrambled ODN were intranasally administered respectively.
The distribution of FITC-ODN in lungs were directly observed by fluorescence microscope. The numbers of white blood cells, lym-
phocytes and eosinophils in branehoalveolar lavage fluid were classified and measured by microscope. The pathological changes of
airway inflammation were observed in lungs section. The mRNA and protein of Eotaxin expression in airway epithelium were detec-
ted by reverse transcription polymerase chain reactin(RT-PCR)and immunohistochemistry respectively. Results (1) We successful-
ly observe green fluorescence in the lung tissue with FITC-ODN by local intranasal administration, demonstrating the efficacy of
gene transfer into the lung. (2)Pathological changes of airway inflammation of asthma group significantly increased compared with
that of the ST-ODN group. (3)In the BALF, the numbers of white blood cells/lymphocytes/eosinophils of asthma group significant-
ly increased compared with those of normal control group(P<C0. 01). Those of T-ODN group were significantly lower than those of
the asthma group(P<C0. 01),while there were no significant differences(P>>0. 05) between the SC-ODN group and asthma group.
(4)The protein and the mRNA expression of Eotaxin:those of asthma group significantly increased compared with those of normal
group(P<C0. 01) ,and those of ST-ODN group were significantly lower than those of the asthma group(P<C0. 01) , while there were
no significant differences(P>>0. 05) between the SC-ODN group and asthma group. Conclusion STAT6 decoy ODN can transfer in-
to lung tissues of mice by local intranasal administration. STAT6 decoy ODN can inhibit the expression of Eotaxin protein and mR-
NA in lung tissues,regulate eosinophils aggregating in the airway of mice,and reduce airway inflammation.
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