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ABSTRACT Objective: To investigate the effects and mechanisms of Xuebijing injection on early sepsis induced acute lung injury
and explore a new therapy. Methods: Thirty healthy male Sprague-Dawley rats were randomly divided into 3 groups: Sham group(n=10),
NS group (NS 4mL/kg n=10), Xuebijing Group(Xuebijing 4mL/kg n=10). Cecal ligation and puncture (CLP) was used to duplicate se-
vere sepsis model. At 6h after CLP, the rats were sacrificed, the lungs were resected and histopathological characteristic was observed by
transmission electron microscopy technique. The change of the lung wet/dry (W/D) weight ratio were studied. Meanwhile, the lungs were
resected for detection of ET-1, iNOS, MMP-9, TIMP-1 mRNA with reverse transcription-polymerase chain raction (RT-PCR). Results:
The changes of pulmonary alveoli and the interstitial edema as well as lung tissue in Xuebijing group were better than those of NS group.
The change of lung wet/dry (W/D) weight ratio in septic rats showed was significantly increased at 6 h after CLP (vs Sham group: 5.37+
0.12 vs 4.33% 0.06, P<0.01). The lung W/D was significantly decreased in XBJ group (vs NS group: 4.67+ 0.09 vs 5.37+ 0.12, P<0.05).
The expressions in XBJ group lung tissue of ET-1(0.511% 0.111 vs 0.705% 0.122, P<0.01), iNOS(0.456+ 0.075 vs 0.548+ 0.098, P<0.
05) . MMP-9 (0.617+ 0.079 vs 0.732+ 0.131, P<0.05), TIMP-1 ( 0.438+ 0.043 vs 0.515% 0.049, P <0.01) mRNA were significantly de-
creased than those in NS group. And the expressions of ET-1 (0.705+ 0.122vs 0.400+ 0.033, P<0.01), iNOS (0.548+ 0.098 vs 0.334+
0.027, P<0.01), MMP-9(0.732+ 0.131 vs 0.352% 0.061, P<0.01), TIMP-1(0.515% 0.049 vs 0.365+ 0.068, P<0.01) mRNA in NS group
were significantly increased compared with those in the sham group. Conclusions: Xuebijing could protect against sepsis induced acute
lung injury, which might be related with the decrease of ET-1, iNOS, MMP-9 and TIMP-1 mRNA expressions.
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Fig.2 Pathological change of lung vascular endothelial cell in Sham, NS, XBJ group under transmission electron microscopy (X 3000).

Abbreviations: a, intercellular junction; b, endothelial gap; ¢, swallowing vesicle

2.5 =HKRATAL ET-1.iNOS.MMP-9, TIMP-1 mRNA 7k
1853
NS 21} XBJ 4414 ET-1.iNOS MMP-9 TIMP-1 mR-

NA 7K B 2 & F Sham 41 (P<0.05 5§ P<0.01), ifii XBJ 411} I
FRPRY WML NS 41(P<0.05 =% P<0.01), .

* 1 ZHARMAL ET-1,iNOS.MMP-9, TIMP-1mRNA FiXx b (n=10, xt s, mRNA/B-action)
Table 1 Comparison of the ET-1, iNOS, MMP-9 and TIMP-1 mRNA expressions in the lung tissue between three groups

ET-1 iNOS MMP-9 TIMP-1
Group
mRNA mRNA mRNA mRNA
Sham group 0.400+ 0.033 0.334+ 0.027 0.352+ 0.061 0.365+ 0.068
NS group 0.705+ 0.122¢ 0.548+ 0.098¢ 0.732+ 0.131¢ 0.515+ 0.049¢
XBIJ group 0.511+ 0.111* 0.456% 0.075™ 0.617+ 0.079™ 0.438% 0.043“

Note: compared with NS group ‘P<0.01, °P<0.05; compared with Sham group, °P<0.05, ‘P<0.01.
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