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[Abstract] Objective To investigate the change of caspase-3 in rabbits after lung ischemia-reperfusion
injury (LIRI) and the effect of puerarin (##2%). Methods Thirty healthy rabbits used for unilateral lung
ischemia-reperfusion model were randomly divided into 3 groups (each n=10) : control group (C group), lung
ischemia-reperfusion group (I/R group) and puerarin group. The activity of serum superoxide dismutase
(SOD), the contents of serum malondialdehyde (MDA and nitric oxide (NO), the wet to dry weight (W/D)
ratio of lung tissue and the index of quantitative assessment of histological lung injury (IQA) were measured
respectively in different groups; the pneumocyte apoptosis index ( AI) was achieved by terminal
deoxynucleotidyl transferase mediated dUTP nick end labeling (TUNEL); caspase-3 protein and mRNA
expression were studied by using in situ hybridization (ISH) and immunocytochemistry (IHC) techniques in
the groups mentioned above. Results The activity of SOD and content of NO were significantly lower in I/R
group than those in C group (both P<C0.01); while the content of MDA, the value of W/D, IQA and Al,
together with the expression of caspase-3 mRNA and protein were evidently higher (P<0. 01, respectively).
In the comparisons between puerarin group and I/R group, it was shown that the content of MDA, the value
of W/D, IQA, Al and expression of caspase-3 were decreased (P<C0.01, respectively), while the activity
SOD and the content of NO were increased in the former group than those in the latter group (P<0.01,
respectively). Result of correlation analysis: Al was significantly negatively correlated with the activity SOD
and the content of NO, and significantly positively correlated with the content of MDA, caspase-3 mRNA and
caspase-3 protein (all P<C0.01). Caspase-3 mRNA was significantly negatively correlated with SOD activity
and NO content, and markedly positively correlated with MDA content (all P<0. 01). Conclusion Puerarin
may elevate the level of NO in the body, lower the level of oxygen free radicals, alleviate the lipoperoxide .
reaction and down regulate the expressions of caspase-3 mRNA and protein, consequently, the abnormal \
apoptosis of the pulmonary tissue cells after lung I/R can be inhibited and LIRI injury can be ameliorated.
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