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effects in a murine model of lipopolysaccharide-induced acute lung

Blast-induced acute lung injury in
rabbits and the protective effect of Xuebijing

Li Shuwen® et al
(' Dept of Liberation Army Hangzhou Clinical College of Anhui Medical University Hangzhou 310007 ;
*Dept of Cardiopulmonary Rehabilitation Hangzhou 128 Hospital Hangzhou 310007)

Huang Xin' Hao Jian'?

Abstract Objective To investigate the protective effect and mechanism of Xuebijing on acute lung injury (ALI)
in rabbits induced by blast. Methods
normal control group ALI group low-dose Xuebijing group and high-dose Xuebijing group and each group has 8
rabbits. After the establishment of ALI animal model of rabbits induced by blast the rabbits in low-dose Xuebijing
group and high-dose Xuebijing group were intravenously injected with different doses of Xuebijing(10 20 ml/kg)

A total of 32 healthy and clean rabbits were randomly divided into 4 groups:

while the rabbits in normal control group and ALI group were injected with normal saline. The blood was saved after
4 hours and the bronchial alveolar lavage fluid(BALF) and lung tissue were collected at 24 hours the wet to dry
weight ratios(W /D) were determined and the levels of tumor necrosis factor-a(TNF-o) interleukin (1IL-6 1L40)
in the BALF andserum were measured by ELISA methods; the expression level of MMP9 protein and mRNA in the
lung tissue was detected by Western blot and reverse transcription-polymerase chain reaction; the pathological chan—
The levels of W/D TNF-« IL-6 ILH0

MMP-9 in ALI group were markedly higher than those in normal control group (P <0.05). After the treatment of
Xuebijing the expressions of W/D TNF-o« 1L-6 MMP-9 in low-dose Xuebijing group and high-dose Xuebijing
group were lower than those in ALI group(P <0.05) while the content of ILH0 was higher than that in ALI group
(P <0.05) high-dose group was the most significant group(P <0.05). Histopathology of pulmonary tissue indi—

ges of lung tissues were observed under the light microscope. Results

cated that pulmonary alveolar and interstitial edema a large of serous exudation inflammatory cells red blood cell
leakage in ALI group the degree of lung damage were also decreased obviously in low—-dose Xuebijing group and
high-dose Xuebijing group. Conclusion Xuebijing could reduce lung injury and protect the lung function in blast—
induced ALI which may be related with decrease in the MMP-9 level and inhibit from the uncontrolled inflammato—
Iy response.
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