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Effect of Shengmai injection (4 Bk ¥ &) on pneumocyte apoptosis during pulmonary ischemia/reperfusion
injury in rabbits LIN Li-na', ZHANG Sheng-gong's WANG Wan-tie*, QIU Xiao-ziao®s DAI Yong-yue®,
WANG Qing?. 1. Department of Anesthesiology, The First Affiliated Hospital of Wenzhou Medical College,
Wenzhou 325000, Zhejiang, China; 2. Department of Pathophysiology, Wenzhou Medical College, Wenzhou
325035, Zhejiang, China

[Abstract] Objective: To investigate the effect of Shengmai injection (SMI, & k¥ 5§ ¥ ) on pneumocyte
apoptosis during pulmonary ischemia/reperfusion (I/R) injury in rabbits. Methods: Thirty rabbits used for
unilateral lung I/R model were randomly divided into three groups (each n=10): control group or the sham
operation group (C group with observation for 240 minutes), I/R group and SMI group (15 ml/kg SMI

" intravenously injected 20 minutes before ischemia). The model of rabbit lung I/R injury was replicated by

ischemia for 60 minutes and reperfusion for 180 minutes. Rabbits were sacrificed after injected KCI at
180 minutes after reperfusion and lung tissues were harvested. The activity of superoxide dismutase (SOD),
the content of plasma nitric oxide (NO), the concentration of malondialdehyde (MDA) , the wet to dry weight
ratio of lung tissue (W/D), the index of quantitative assessment of histologic lung injury (IQA) and apoptosis
index (AI) at 180 minutes after reperfusion in the lung tissues were measured respectively in different groups.
Results: The activity of SOD and the content of NO were significantly lower in I/R group than in C group
(both P<C0. 01); while the content of MDA, the value of W/D, IQA, Al were evidently higher in I/R group
than in C group (all P<{0.01). SMI group in contrast with I/R group showed that the levels of SOD and NO
were higher (P <C0.01 and P<(0.05), however, the value of MDA, W/D, IQA, and AI were lower in
different degrees (all P<C0.01). Al was positive correlated with MDA, W/D, IQA (»,=0. 835, r,=0. 751,
r;=0. 656, all P<C0.01), while was negative correlated with SOD, NO (,=-0.769, r;=- 0. 488, P<C0. 01
and P <C0.05). Conclusion: SMI can suppress apoptosis of lung tissue cell during pulmonary I/R injury,
which results in the obvious attenuation of the injury of pneumocyte by raising NO level, dropping oxygen free
radicals level and decreasing lipid peroxidation.

[Key words] lung ischemic/reperfusion injury; oxygen free radicals; nitric oxide; apoptosis; Shengmai
injection
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Table 1 Comparison of SOD,MDA and NO level in
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H 5 MDA (nmol/mg) SOD(U/mg) NO(nmol/mg)
CH 5.0440. 28 382.64+16. 33 26.50+3.42

I/R4 8.29-40. 394 289.86+20.114  20.8143. 654
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A3 W/D HAE IQA(%) AI(%)
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