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Abstract: Objective The concentration of NE and TNF-a was detected for elucidating the change of them in sera and bron-
choalveolar lavage fluid (BALF) of rabbits with acute lung injury interposed by XueBiJing therapy in underwater explosion.
Methods Underwater explosion decive was applied to cause acute lung injury of rabbits. The 20 rabbits were randomly di-
vided into two groups which were injury group and XueBiJing therapy group, respectively. The concentration of NE and
TNF-a in sera and BALF were detected by ELISA method in 24 hours after bursting. Results The concentration of TNF-a
in sera (353.30+166. 86 ng/L.) of rabbits in therapy group were significantly lower than those in injury group (552. 30+
169. 64 ng/L;t=2. 645, P=0.016). The concentration of NE in sera (63. 40£36. 09 ng/ml) were lower than that of rabbits
in injury group (97. 60436. 20 ng/ml; t=2. 116, P=0. 049). At the same time the concentration of NE in BALF (102. 10=£
9. 50 ng/mD of rabbits in therapy group were significantly lower than those in injury group (136.70+13.60 ng/ml; (=
6.593, P=0.000). Conclusion The expression of TNF-«a in sera and NE in sera and BALF in rabbits with acute lung injury
interposed by XueBiJing in underwater explosion were lower than those of injury group.

Keywords: Underwater explosion;acute lung injury; XueBiJing ; tumor necrosis factor-alpha;neutrophil elastase
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