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Abstract: Objective

bronchial epithelial cells and its possible mechanism,and to lay the foundation for the study on the effect of Aspergillus fumigatus

To investigate the effects of Aspergillus fumigatus extracts(AFE) on the content of Eotaxin in human
in the pathogenesis of allergic bronchial pulmonary aspergillosis. Methods Human bronchial epithelial cells(16 HBE) were cultured
in vitro , which were exposed to different concentrations of AFE(0,8,16,20 mg/L) for different times(12,24,48,72 h). The pro-
duction and release of Eotaxin in different groups were tested by ELISA. Results In normal control group, certain amount of
Eotaxin was detected. In the experimental groups with AFE exposure after 24 h,cells produced more Eotaxin compared to normal
control group(P<C0. 01) , which were positively related to the exposure time. Heat-treated AFE, which lost protease activities,also
exerted effect on Eotaxin production. With the increase of AFE concentration, the stimulation of 16 HBE cells secreting Eotaxin con-
tent did not show a rising trend. Conclusion AFE is not dependent on its protease activity causes human bronchial epithelial cells to
produce and release more Eotaxin. A certain concentration of AFE stimulation of 16 HBE cells secreting Eotaxin is positively related
to the exposure time.
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