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ABSTRACT Objective: To investigate the effect of NF-k B in signal transduction of pneumocyte apoptosis in order to investigate
the mechanism of lung injury. Methods: 42 Chang-Bai piglets were randomized into 7 groups: control group wounded lhour group,
2hour group, 4hour group, 8hour group, 12hour group and 24hour group. The model of intestinal perforations due to abdominal firearm
wound was established in wounded groups. Pulmonary NF-k B activity was detected by immunohistochemical staining and image
analysis in all groups. Hepatocyte apoptosis indexes were detected. Results: Levels of pulmonary NF-K B activity in wounded groups
were significantly elevated compared with that in control group, and it appeared one peaks in 8h group. Meanwhile, pneumocyte
apoptosis indexes increased markedly compared with that in control group (P<0.05). All these changes were positive correlation with the
changes of pulmonary NF-K B activity. Conclusion: After intestinal perforations duing to abdominal firearm wound, pulmonary NF-k B
activity increases and it can induce pneumocyte apoptosis and lung injury.
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Fig. 1 NF-k B expression in lung 8h group (400 )

5 400x%
12h . 5% /100 o
0.04mg/kg 1.53
2cm 1.6
30cm X*ts SPSS13.0
. ANOVA LSD P<<0.05
° 2
2.1 NF-k B
NF-k B NF-k B p65
NF-k B 5 5 > ) o
NF-k B
NF-k B 8h r<
TUNEL 0.05) 1.

1. NF-k B

2 4

Fig. 2 Pneumocyte apoptosis 4h group (400x )
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Table 1 NF-k B activity ,Pneumocyte apoptosis and endotoxin level changes (X£ s )

Endotoxin level

Group n NF-Kk B activity 10D Pneumocyte apoptosis %

Control group 6 750.05+ 95.57 4.52+ 1.51 0.135+ 0.029
After wound 1h 6 5191.94% 440.27a 14.88+ 2.18b 0.274+ 0.034
After wound 2h 6 7925.96% 647.00a 253+ 5.11b 0.352+ 0.063¢
After wound 4h 6 10144.91+ 745.26a 30.22+ 3.62 0.474+ 0.070c
After wound 8h 5 13366.43+ 1724.69 34.83+ 4.2 0.627+ 0.083¢c
After wound 12h 6 13424.92+ 1368.85 453+ 5.89b 0.612+ 0.067
After wound 24h 5 12666.52+ 1316.06 58.7 5.51b 0.537+ 0.046¢

Note: All group compare to control group P<<0.05, a, b, ¢ all group compare to forward group P<<0.05.
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