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Xuebijing Attenuates Septic Lung Injury Via Heme Oxygenase — 1 Up - regulation. Gong Rui, Jiang Lei,Kang Kai,et al. ICU Depart-
ment, First Affiliated Hospital of Harbin Medical University, Heilongjiang 150001 ,China

Abstract Objective To investigate the effects of Xuebijing( XBJ) on septic lung injury in mice and its modulation of heme oxyge-
nase — 1 (HO - 1) in lung. Methods The experiment was carried out in the Key Hepatosplenic Surgery Laboratory of First Affiliated Hos-
pital of Harbin Medical University. A model of sepsis in mice was made by using the modified method of Cecal ligation and puncture
(CLP). 48 male C57BL/6 mice were randomly divided into four groups: Sham group(n =12), CLP group(n=12), XBJ + CLP(n =12)
and XBJ + ZnPP + CLP group(n =12). XBJ(2ml/kg) was injected via tail vein 2 hours before the CLP procedures, and ZnPP IX,a in-
hibitor of HO -1, was intraperitoneally injected 1 hour after the XBJ injection. The mice in other groups were intreperitoneally injected
with the same volume of normal saline. The mice were sacrificed 12 hours after the CLP procedures. The changes of morphology of lung tis-
sue was observed with optical microscope, the lung injury score and wet/dry ratio( W/D) were measured. The TNF - o, IL - 6 in serum
were assayed by ELISA. The Western blot and immunohistochemistry were used to detect the expression of HO — 1 in the lung tissues. The
protein expression of nuclear factor E, related factor 2(Nrf =2) , a HO — 1 upstream transcription factor, was determined by Western blot.
Comparison of continuous variables among four groups was performed using One — way analysis of variance (ANOVA) followed by Tukey's

post hoc test for multiple comparisons. P <0.05 was considerd as statistically significant. Results Compared with the sham group, the
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TNF - o and IL — 6 in serum were both increased(32.45 +9.62 vs 573.51 +105.26, 47.38 +11.84 vs 853.72 +198. 56pg/ml, P <
0.05) by CLP, the pathological injury and pulmonary edema were both aggravated (lung injury score: 3.24 +1.38 vs 12.32 £3.45, wet/
dry weight ratio: 4.52 +0.34 vs 5.98 +0.85, P <0.05) under light microscope. The HO — 1 and Nif — 2 proteins were both slightly up -
regulated in lung tissue in CLP group(P <0.05). After the intervention of XBJ, the TNF — o and IL - 6 in serum(573.51 +105.26 vs
327.45 +68.52,853.72 +198.56 vs 504.72 +113.28pg/ml, P <0.05), pulmonary pathology injury ( lung injury score; 12.32 +3.45
vs 6.34 £1.68, P <0.05) and lung pulmonary edema( W/D weight ratio: 5.98 £0.85 vs 4.75 £0.56, P <0.05) were all reduced,
the HO =1 and Nif —2 proteins were both significantly increased( P <0.05). However, the protective role of XBJ on the lung injury in-
duced by sepsis was partly reversed by ZnPP. No significant difference was detected between the XBJ + CLP + ZnPP and CLP group( LIS:
12.32 £3.45 vs 11.45 £2.85, P >0.05; W/D weight ratio:5.98 £0.85 vs 5.73 £0.64,P >0.05). Conclusion XB]J has a protective

effect on septic lung injury, reducing lung inflammation and alleviating lung injury, which may be related to heme oxygenase — 1 up —reg-

ulation.
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