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Tab 1 Effects of DM, TP and AM on the apoptosis of eosinophils in BALF of asthmatic guinea pig(% .n= 6,5t 5)

No mal Asthma Dexamethasone Triptolide Aminophylline
Hypodensity Eos 8t 2 4 2 24+ 5% 17+ 9 15+ 5%
Normal density Fos H 2 3t ¢ 22+ 4+ 16= § 14 4+
## : P <0.01lys normali* : P <0.05%* : p <0.01lysasthma
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Tab 2 Effects of DM, TP and AM on Fas mRNA expression in eosinophils of asthmatic guinea pig BALF(% ,n= 6,5t 5)

Nomal Asthma Dexamethas one Triptolide Aminophylline
Hypodensity Eos 35k 8 25 3 3H 5 36k 9 36tk 8§
Normal density Fos 43t 6 33 7 43+ 6 43+ § 37t 17
# : P <0.05ys normal;* : P <0.05** : P <0.01vs asthma
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Tab 3 Effects of DM, TP and AM on Fas mRNA expression in eosinophils of asthmatic
guinea pig BALF(IOD k) IODg wiin - n= 6,85 s)

Nomal Asthma Dexamethasone Triptolide Aminophyline
Hypodensity Eos 2.09+ 0. 14 1.25F 0. 1F* 1.89+ 0. 20" L 69+ 0 21" 1.63+ 0.24"
Normal density Fos 1.9E 0. 45 1. 29+ 0. 19 1.89+ 0. 24" .64t 0. 21 1. 60t 0.39
#: P <0.05 ## : P <0.0lvs normal;* : P <0.05** : P <0 0lvs asthma
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Fas expression on eosinophils in lungs and its changes after treatment in

asthmatic guinea pigs
Li Zhikui, Wang Changzheng, Qian Guisheng ( Department of Respiratory Diseases, Xingiao Hospital, Third Military
Medical University, Chonggqing, 400037)

Abstract Objective: To determine the relationship between the apoptosis of asthmatic eosinophils and
Fas expression and its changes after treated with drugs. Methods: After the asthmatic guinea pigs were treat—
ed with dexamethasone (DM), triptolide ( TP) and aminophylline ( AM), apoptosis of the eosinophils was
detected by Td T-mediated d UTP nick end labeling and Fas m RN A expression measured by RT-PCR and in
situ hybridi zation. Results: The number of the apoptotic eosinophils was significantly lower in asthmatic group
than in the control (P < 0 Ol) and markedly increased after treated with DM, TP and AM (P <0.01). Fas
mRN A of the eosinophils was moderately expressed in normal guinea pigs, decreased in asthmatic ones and
significantly increased after treatment with the 3 agents (P <0. 05).Conclusion: Fas may be one of the impor-
tant factors regulating apoptosis of eosinophils in asthma. DM, T P and AM can up-regulate the Fas expression
to promote apoptosis of eosinophils in the lungs of guinea pigs after asthma.
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