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[ Abstract] Objective

The concentrations of plasma I1.-9 and total IgE were detected by enzyme linked immunosorbent assay (ELISA) in

To investigate the level of the plasma 11.-9 in children with bronchial asthma. Methods
bronchial asthma and healthy control volunteers. Results The I1.-9 concentrations in the group of children with bron-
chial asthma without treatment were markedly higher than that in the healthy controls (P<C0. 05),but there were no
significant differences between the groups of bronchial asthma in clinical remission and healthy controls (P>>0. 05).
Furthermore, the result showed the positively correlation between IL-9 and total IgE in untreated asthma bronchial
patients. Conclusion 11.-9 is higher in children with bronchial asthma without treatment, which suggesting that 11.-9
might be involved in the pathological process of bronchial asthma.
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