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Changes of plasma oxidized low-density lipoprotein in endotoxemia mice and effects on

the inflammatory ability of LPS

ZHOU Jian', JIANG Jian-xin’, HUANG Xian-kai', SHAN You-an’ (' Trauma Center, *State Key Lahoratory of Trauma, Burns and
Combined Injury, Department 4, Institute of Surgery Research, Daping Hospital, Third Military Medical University, Chongging 400042, China)

Abstract: Objective To investigate the changes of plasma oxidized low-density lipoprotein (Ox-LDL) in endo-
toxemia mice and its effects on the inflammatory ability of lipopolysaccharide (LPS). Methods  Endotoxemia model
of 120 mice was duplicated with 1, 2.5 and 5 mg/kg of LPS intravenous injection respectively, and plasma Ox-LDL
levels were assayed using ELISA kit at 0.5, 1, 2, 4, 8 h after LPS injection, and another 8 mice without any treat-
ment served as normal control. Another 105 mice were divided into 3 groups pretreated with 0, 0.35 and 1.4 mg/kg
of Ox-LDL intravenous injection 30 min before 1 mg/kg of LPS intravenous injection. Plasma TNF-« levels were mea-
sured with ELISA at 0, 1, 2, 4, 8 h after the first injection. The effects of Ox-LDL pretreatment on the mortality of
another 150 endotoxemia mice 24 h after LPS injection was observed, which were treated with the same methads as
105 mice. Results Plasma Ox-LDL levels in endotoxemia mice increased significantly. In 0.5 to 8 h after LPS in-
jection, plasma Ox-LDL levels were significantly higher than that of control group (P <0.01). Plasma TNF-« levels
in all the Ox-LDL pretreated groups were remarkably higher than that of the only LPS injected group at the same time
point (P <0.01), and the mortality of mice pretreated with Ox-LDL at 24 h after LPS injection increased. Conclu-
sion  Plasma Ox-LDL levels of endotoxemia mice increased significantly in a dose-dependent manner. Ox-LDL could
remarkably enhance the inflammatory ability of LPS, which may due to blockage of scavenger receptors by Ox-LDL..
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Tab 1 Changes of plasma Ox-LDL content in endotoxemia mice (py/pg-ml™', n =8, x +5)

Time after LPS injection (t/h)

Group
0 0.5 1 2 4 8
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Tab 2 Effects of Ox-LDL pretreatment on plasma TNF-a content in
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Tab 3 Effects of Ox-LDL on the mortality of endotoxemia mice

Group n Death Mortality ( %) P P
LPS (1 mg/kg) 50 4 8.00 - -
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