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Tab 1 Changes of FINa in right and left lung(® y g ml !, x +s)
Inmpact side (Right lungs) Contralateral (Left lungs)
Group n
0.5h 1h 4h 8 h 0.5h 1h 4h 8 h
T 20 2.31%0.22" 2.5240.24 " 2.29+0.19 * 2.0940.18 " 0.90+£0.07 1.1740.09 " 1.61£0. 11" 1.9040. 17~
E 20 0. 890.08 1. 07£0. 13 2.28+0.25 * 2.98 40.26 * 0.890.08 1.46=0.10 * 2.2840.21 *%  2.984(. 25 ¥
C 20 2.48+0.23" 3. 147+0.27 * 4.24+0.38 * 4.46 10.46 " 1.010.09 " 1.66-0.127%  2.64740.24"% 3,520, 29 "%
N 8 0. 80+0.09 0. 89+0.08 0.88=0.07 0.86 0. 06 0.82+0.09 0.90+0.08 0.8720. 07 0.85%0. 06

T: Blunt chest trauma; E: Endotoxemia; C: T+ E N: Nomal control; *: P< 0. 01 vs N; *; P<<0.0l vs T
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