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ABSTRACT Objective: To explore the effects of Panax notoginseng saponins on the airway inflammation and remodeling in a
mouse model of bronchial asthma. Methods: Twenty-four Kunming mice were selected and randomly divided into Panax notoginseng
saponins treatment (PNS) group, positive control group (asthma group) and control group. Each group was fed eight mice. Mice were
sensitized by intraperitoneal (i.p.) injections of OVA-AL(OH); suspension and exposed to 2% OVA solution for challenge after sensitiza-
tion. 0.5 h before challenge for 6 weeks. After the completion of modeling, the cardiopulmonary tissues were removed for tissue perfu-
sion. The left lung was removed for stainning by hematoxylin and eosin (H&E) to assess airway pathological alteration under a light mi-
croscopy (the ratio of airway stenosis, the ratio of erosion and necrosis of airway epithelial cells, the ratio of goblet cell metaplasia, the ra-
tio of inflammatory cell infiltration and the ratio of smooth muscle hyperplasia). The levels of TGF-B1 was detected by immunohisto-
chemical staining, and analyzed using a Leica imaging system and computerized image analysis software to semi-quantified. The levels
of IL-17 in right lung tissue supernatants were measured by ELISA. Results: @ After cardiopulmonary perfusion, in PNS group, the red
and swollen in lung tissue was alleviated in comparison with the asthma group, and a little red in comparison with the control group. @ In
PNS group, the ratio of airway stenosis, the ratio of erosion and necrosis of airway epithelial cells, the ratio of goblet cell metaplasia, the
ratio of inflammatory cell infiltration and the ratio of smooth muscle hyperplasia were significantly lower than those of the asthma group
(P<0.05). But no significant difference was observed between PNS group and control group (P>0.05). @ The expression of TGF-B1 in
PNS group was significantly lower than that of the asthma group (P<0.001). The level of IL-17 in PNS group decreased to less than a half
of asthma group (P>0.05). No significant difference was found when compared with the control group (p=0.94, p=0.23). @ The thickness
of airway basement membrane of asthma group, PNS group and control group were (0.7893% 0.014), (0.7216% 0.016), and (0.5655%
0.012)um respectively, which was significantly higher in the Asthma group than those of the PNS group and control group (P<0.05).
Conclusion: PNS could effectively alleviate the process of airway reconstruction and inhibit the airway inflammation in a mouse model of
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Fig. 1 Comparison of the lung gross appearance of mice in different groups before and after cardiopulmonary perfusion (A-untreated, B-Asthma group,

C-PNS group, D-Control group)
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Fig. 2 Comparison of the HE staining results of lung of mice in each group (Green arrow expressed inflammatory cells infiltration; Black arrow expressed

airway epithelial cell necrosis, goblet cell metaplasia; Blue arrow expressed smooth muscle hyperplasia) (A-Asthma group, B-PNS group, C-Control group)
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Fig. 3 Comparison of the changes of airway pathological of mice in each group

Note: *P<0.05; **P<0.01; ***P<0.001, n=8.
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in each group (400% ) (A-Asthma group, B-PNS group, C-Control group)
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Fig. 5 Comparison of airway basement membrane thickness and the

scatter distribution of mice in each group (400 )
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(A-Asthma group, B-PNS group, C-Control group)
Note: **P<0.01, ***P<0.001, compared with PNS group, n=8.
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