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Induction of eosinophil apoptosis and expression suppression of II-5 and
GM-CSF mRN A in allergic asthma with tripholide in guinea pigs

Guo Xiaoming, Wang Changzheng, Lai Keifang, Guo Xianjian, Qian Guisheng (Institute of Respiratory Disease,
Xingiao Hospital, Third Military Medical University, Xingiao,400037)

Abstract Objective: To study the effects of tripholide on eosinophil apoptosis and suppression of ex—
pression of interleukin—5 ( IL-5) and granulocyte/macrophage colong—stimulating factor ( GM-CSF) in the air—
way of guinea pigs with allergic asthma. Methods: Guinea pigs were randomized into asthmatic, trpholide—
treated and control groups. Eosinophil apoptosis in BALF was observed with TUNEL method and the ex—
pression of IL-5 GM—-CSF mRN A with ISH. Results: The rate of eosinophil apoptosis was significantly low er
in the asthmatic group than in the tripholide—treated and control groups (P <0.01). The intenaity of expres—
sion of IL-5 and GM -CSF m RN A in the pulmonary tissues was far higherin the asthmatic group than in the
tripholide-treated and control groups (P < Q. 01). In the asthmatic group, the rate of eosinophil apoptosis
was negatively correlated to the expression intensity of IL-5 and GM-CSF mRN A in the pulmonary tissues.
Conclusion: Tripholide may play a role to suppress the allergic manifestations in the airw ays during asth ma.

Key words asthma eosinophil; tripholide; apoptosis; interleukin-5; granulocyte /macrophage colong—

stimulating factor; guinea pig
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