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Effects of dexamethsone on airway angiogenesis and transforming vascular endothelial growth factor in chronic asthma mice
Yao Hongwei' ,Lv Lili*
(1. Department o f Respiratory Medicine sthe 4th People’s Hospital of Changzhou Changzhou,Jiangsu 213001, China;
2. Department o f Gerontology ,Af filiated Hospital of Xuzhou Medical College , Xuzhou, Jiangsu 221008 ,China)

Abstract: Objective To investigate the effects of dexamethsone on airway angiogenesis and transforming vascular endothelial
growth factor in chronic asthma mice. Methods The asthmatic model was established by sensitization and challenge with OV A. The
mice were randomly divided into three groups,control group,asthma group and dexamethsone treatment group. After the last chal-
lenge, eosinophile(EOS) counts and active VEGF level in bronchoalveolar lavage fluid(BALF) were calculated;the pathologic chan-
ges of bronchi and the lung tissue were evaluated; Anti-Factor || Ag antibody was used to detect vessels, The number of vessels in
lamina propria and submucosa of tracheae was counted microscopically; Immunohistochemistry were used to measure the level of
VEGF in the lung tissues of asthmatic mice;the airway wall thickness(WAt/Pbm) and vascular counts were measured by using im-
age analysis system. Results EOS increased significantly in asthma group compared to that in Dexamethsone group,while between
dexamethsone group and control group there was no significantly difference. After repeatedly OV A exposure, the density of vessels
and airway wall thickness(WAt/Pbm) and the number of vascular in lung tissues were increased significantly compared with those
of control group,which were also positively related with the concentrations of VEGF in lung tissue(P<0. 05). Conclusion Dexam-
ethsone can relieve the allergic inflammation of airway, and ease off airway angiogenesis in asthmatic mice. VEGF was over-ex-
pressed in the asthmatic mice,and may play an important role in airway angiogenesis.
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