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Abstract Objective To study the effect of celastrol use on the airway hyperresponsiveness of obese asthma mice. Methods Thir-
ty male C57BL/6 mice were randomly allocated to 5 groups. Mice in obese asthma group and celastrol group were fed with a high fat diet
(HFD) for 16 weeks. On days 1 and 13 from the week 13, mice in the two groups were intraperitoneal injected with ovalbumin for a
mouse asthma model, then the mice were nebulized with ovalbumin for 7 consecutive days from day 25 to 31. Mice in celastrol group were
gavaged celastrol 10mg/kg 30min before being exposed to aerosolized ovalbumin. Mice in asthma group were fed with a normal diet, sensi-
tized and challenged by OVA. Mice in obesity group were fed with HFD, sensitized and challenged by NS. Mice in normal weight group,
as a control, were fed with a normal diet, sensitized and challenged by NS. Mouse spirometer was used to detect airway responsiveness.
Results The resistence of airway( Rn) in obese group and asthma group were significantly higher than normal weight group. Obese asth-
ma group was the highest, and celatrol group was significantly lower than asthma group and obese asthma group (all P <0.01). There
were no differences between celastrol group and normal weight group (P >0.05). With the challenge of methacholine, Rn was growing
rapidly in asthma group, obese group and obese asthma group, significantly faster than normal weight group and celastrol group (all P <
0.01). There were no differences between celastrol group and normal weight group (P >0.05). Conclusion These results suggest that
oral administration of celastrol alleviated airway hyperresponsiveness, may be used as a therapeutic agent for obese asthma.
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