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[Abstract] Objective To investigate the effect of BCG-PSN on airway inflammation and Antimicrobial
peptide. Methods BALB/c mice were divided into normal control group, asthma mice model and BCG-PSN
group. After BCG-PSN immunization in BCG-PSN group, BALB/c mice was sensitized by intraperitoneal
injection (i.p) and challenged by intranasal instillation. Enhanced Pause (Penh) index of airway was measured with
Buxco whole-body plethysmography (WBP) system. The lung tissues were stained with haematoxylin and eosin
(H&E). The levels of the cytokines IL-4 and IFN-y were determined using ELISA. Antimicrobial peptide was
measured with western blot. Results In the concentration of acetylcholine for 6, 12, 24 mg/ml, BCG-PSN
inhibited Penh compared to asthma mice model (P=0.002, P=0.001 and P=0.001). The inflammation score in
BCG-PSN was significantly lower than that in asthma mice model; BCG-PSN inhibited IL-4 in bronchoalveolar
lavage fluid (BAL fluid) compared to asthma mice model(P=0.006). BCG-PSN increased levels of the IFN-y in
BAL fluid, compared with asthma mice model(P=0.003). BCG-PSN increased the expression of cathelin
related antimicrobial peptides (CRAMP) compared to asthma mice model. Conclusion These results indicate that
BCG-PSN inhibited allergen-induced allergic airway inflammation mice model with regulating the immune
response towards a Th1-type reaction and increased antimicrobial peptides.
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