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Effects of Pseudomonas aeruginosa-mannose-sensitive hemagglutinin on the inflammatory re—
sponse in lung tissues of septic rats

LING Meirong WAN Jian DENG Xingqi SUN Keyu LIU Mei SHAN Hongwet
Department of Emergency Medicine Shanghai Changzheng Hospital Shanghai 200003 China

[Abstract 1Objective: To investigate the effects and the possible mechanism of Pseudomonas aeruginosa-mannose-sensitive hemagglutinin( PA-MSHA) on
the septic serum-induced inflammatory response in lung tissues of rats. Methods: 120 Sprague-Dawley( SD) rats of healthy grade were randomized into
sham operation group ( SC group n =30) sepsis group ( CLP group n =30) PA-MSHA treatment before CLP ( PreT group n =30) and PA-MSHA
treatment after CLP ( PosT group n =30) by random digit tables. Murine septic models were established through cecal ligation puncture ( CLP) . Rats in
each group were sacrificed at 12 24 and 36 h after operation and blood was collected to determine the serum TNF-o IL-6 IL-H0 and TGF-8 concentra—
tion. Lung tissue samples were also obtained to determine the expression of TLR4 mRNA by real-time PCR. Pathological changes in lung tissues were ob—
served with light microscopy after HE staining and flow cytometry was used to examine the changes of TLR4 expression in peripheral blood monocytes.

Results: Serum TNF-a and IL-6 concentration in PreT group were significantly lower yet IL40 and TGF-3 concentration were significantly higher as com—
pared with that of CLP and PosT groups ( P <0.01) . Expression of TLR4 mRNA was markedly decreased( P <0.05) and the pulmonary pathological
scores were better than the other two groups ( P <0.01) . Conclusion: Preoperative administration of PA-MSHA can significantly reduce the inflammatory
reaction and pathological injury of the lungs in septic rats.
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