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Effect of Budesonide on the Expression of Osteopontin of Asthma Airway Remodelin Rats. ~ Wang Xiaoming , Liang Yafeng ,Chong Lei et
al. Department of Pediatric Pulmonology ,The Second Affiliated Hospital & Yuying Children's Hospital of Wenzhou Medical University , Zhe-
Jiang 320527 ,China

Abstract Objective To explore the effects of budesonide on osteopontin expression of asthma airway remodelin Rats. Methods

SD rats were intraperitoneal injection with ovalbumin for a rat asthma airway remodeling model from dayl5. Budesonide group rats aerosol-
ized budesonide 30 min before exposed to aerosolized ovalbumin. Physiological saline were instead in Normal control group with for sensiti-
zation and challenge. Brochial wall thickness( Wat) and brochial smooth muscle thickness( Wam) were mearured by image analysis sys-
tem. The mRNA expressions of OPN of lung homogenate were detected by reverse transcription — polymerase chain reaction( RT - PCR).
The protein expressions of OPN of lung homogenate were detected by immunohistochemistry (IHC) . Besides, correlative analysis between
Wam/Wat and the expression of OPN was studied. Results Wat and Wam of rats in asthma group was higher than normal control group,
while those of budesonide group significant lower than asthma group( P <0.01 ,respectvely). OPN expression detected by IHC was signifi-
cant lower in budesonide group than asthma group,but higher than normal control group( P <0.01 ,respectvely). OPN expression detected
by RT - PCR in asthma group was significant higher than normal control group, while those of budesonide group were significantly lower
than asthma group( P <0.01 ,respectvely). There was significantly positive correlation between Wat and the protein/mRNA expression of
OPN, also between Wam and the protein/mRNA expression of OPN. Conclusion Budesonide decreases the the expression of OPN,
involves in airway remodeling in asthma.
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