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The efficacy of seretide in patients with glucocoticoid resistant asthma
FENG Xian-jun', WANG Xiang-qi’, ZHANG Jian-bo®
(1. Department of Respiratory, the First Affiliated Hospital, Xinxiang Medical College, Weihui 453100, China;
2. The Third Affiliated Hospital of Henan College of Traditional Chinese Medicine, Zhengzhou 450003, China;
3. Henan Provine Tumor Hospital, Zhengzhou 450003, China)

Abstract: Object To investigate the effects of treatment using seretide on patients with glucocoticoid resistant
asthma. Methods 36 Patients with glucocoticoid resistant asthma were randomly divided into seretide (50/500)
treatment and prednisone treatment groups. And 18 patients with glucocoticoid sensitive asthma were control
groups. The control group was given conventional treatment, the seretide (50/500) treatment group was given
seretide (50/500) on the basis of conventional treatment. The parameters of lung function test and IFN-v and IL-
4 were measured before and after treatment. Results The efficient of the seretide (50/500) treatment group sig-
nificantly higher than that of the prednisone treatment group. efficacy difference between the two groups was sig-
nificant (P<Z0. 05); And two groups significantly lower than that control group, efficacy difference was significant
(P<Z0. 05); IFN-y of the seretide (50/500) treatment group was higher than that of the prednisone treatment
group. But efficacy difference between the two groups was not significant (P>>0, 05); IL-4 of the seretide (50/
500) treatment group was significantly higher than that of the prednisone treatment group. Efficacy difference be-
tween the two groups was significant (P<<0. 05) ; Seretide had no obvious side effects. Conclusion Application of
seretide (50/500) in the treatment of glucocoticoid resistant asthma can significantly improve blood gas indicators.
The use is safe. It is worth promoting in the clinic. And the mechanism of glucocoticoid resistant asthma maybe

relat to 11-4.
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