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Tab 1 Changes of MDA contents (nmol/mg protein) in hepatic mitochondria and lysosome suspension

during endotoxic shock
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0. 5 h after shock
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lysosome 65.2+5.9 75.54-5. 9% 91. 44 7. 9o XX 98. 447, 1%%
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Tab 2 Changes of MDA contents (nmol/mg

protein) in hepatic mitochondria and

lysosome suspension during severe

hemoorrhagic shock
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Fig 1 Changes of SOD in hepatic mitochon-
dria and lysosome suspension during
endotoxic shock
« —+« SOD in mitochondria suspension,
o — =+ SOD in lysosome suspension;

*P <0.05, **P <0.01.
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Fig 2 Changes of SOD in hepatic mitochon-
dria and lysosome suspension during
severe hemorrhagic shock
» — + SOD in mitochondria suspension,
o — o  SOD in lysosome suspension;

vs control, *P <0.05, *XP <0.0l.
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The effects of free radicals on lipid peroxidation injury of

hepatic organelles during shock in rats
Wang Jianghuai, Wang Tao,Chen Huisun,et al (Research Institute of Field Surgery,Third Military

Medical College ,Chongqing,630042)

Abstract The effects of oxygen-derived free radicals on the lipid peroxidation injury of the

hepatic subcellular organelles were observed in rats after they were inflicted with endotoxic or

hemorrhagic shock. It was found that in the early stage of shock,the content of malondialdehyde

(MDA) of hepatic mitochondria and lysosome suspension were significantly increased ( P <

0. 05~0. 01 vs the control values) and the activity of superoxide dismutase (SOD) in the hepat-

ic mitochondria and lysosome suspension was compensatively elevated ( P <{0. 05~0. 01);and

in the late stage of shock,the hepatic organelle MDA content was markedly increased ( P <C

0. 01) and their SOD activity decreased ( P <{0. 01). These findings suggest that oxygen-derived

free radicals might be responsible for the lipid peroxidation injury of the hepatic subcellular or-

ganelles during endotoxic or hemorrhagic shock.
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