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ABSTRACT Objective: To investigate the effect of bacillus Calmette-Guerin (BCG) on the expression of peroxisome prolifera-
tor-activated receptor-y ~ (PPAR-y ) in the lung tissue of asthmatic mice and its significance. Methods: Thirty adult male Kunming mice
were randomly divided into three groups (n=10): the control group (group A), asthmatic group (group B), BCG group (group C). The
asthmatic model was established by the ovalbumin challenge method. Mice in group B were given ovalbumin and aluminum hydroxide
mixture by intraperitoneal injection at 1, 8, 15 day. Mice were inhaled ovalbumin solution drived by compressed Atomizer for asthma
once a day (every 30min) from 22 day and continuously challenged for 7 days. Mice in group C were weekly given 0.025mg BCG by in-
tradermal injection and continuously injected for 3 times. After 4 weeks, mice were sensitized and challenged by the method as group B.
Mice in group A were given normal saline solution. The bronchiole inflammatory cell infiltration, remodeling index and lung tissue
histopathological were observed. Expressions of PPAR-y in lung tissue were assayed by RT-PCR and western blotting. Results: There
were obviously bronchiole remodeling response and inflammatory cell infiltration in group B, which can be inhibited by BCG. RT-PCR
and western blotting showed that the expression of PPAR-y in lung tissue was down-regulated in group B compared to that of group A
(P<0.05). While the expression of PPAR-y in lung tissue was increased in group C after BCG treatment. Conclusion: BCG reduced infil-
tration of inflammatory cells and inhibited the inflammatory response to prevent airway remodeling by up-regulating the expression of
PPAR-y . The study provides a new clinical application for BCG.
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Table 1 The total number of white blood cells and the number of categories cells in BALF of asthmatic mice in each group (xx s) (x 10%L)

435 FR#(n) B rR A AR B WE B A 4 B 2 prduteliikay

Groups mice (n) WBC neutrophils eosinophils lymphocytes
A 10 0.78+ 0.135 0.061x 0.018 0 0.067x 0.016
B 10 1.65% 0.151* 0.217+ 0.220* 0.15+ 0.021* 0.164% 0.017*
C 10 1.26+ 0.226%* 0.15% 0.020%* 0.098+ 0.021** 0.147+ 0.016%*

i STERZA(A 4H) ki P<<0.01;** S5EMG4E(B 48) bk P<<0.05
Note : compared with A,*P<<0.01; compared with B,**P<<0.05

1 BCG &7 MmN RAT X SEHLRIEFE(HE, x 100) : A AXFHRA ;B AR ; C A BCG iffr A
Figl Histopathological change of bronchial in asthmatic mice (HE staining, * 100). A, Control group; B, Asthma group; C, BCG group
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Fig.2 The expression of PPAR-y mRNA in lung tissue of asthmatic mice

Relative density

after treatment of BCG. A, lines from left to right: line 1, normal control
group (group A); line 2, model group (group B); line 3, BCG group (group
C). B, the relative expression of PPAR-y mRNA compared with the
internal standard. The results were obtained from at least three independent

measurements. * P<0.01, **p < 0.05 compared to model group.
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