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Effect of changes of macrophage membrane phospholipids on CD14 expression and

TNFa secretion in endotoxemia mice
WAN Zhi-hongg CHEN Hui-sun. LU Shongmin LIU Jian-cang (Research Ingitute of Field Suigery, Daping Hospital, Third Military Medical University,
Chongging 400042 China)

Abstract: Objective To investigate the changes of phospholipids in macrophage membrane and its effect on the expression of CDI4 and the
secretion of TNFa in endoloxemia mice. Methods A total of 48 mice were divided into 3 groups: DContwol group ( n=28); @ Endotoxemia group:
200 # g IPS was given via tail vein into 32 mice and samples were taken 1, 3 5, 8 h aftermedication; O Tiposome pretreament group ( 7=8); 1 mg
liposome was given intraperitoneally 18 h before IPS was given and samples were taken 5h later. The contents of phospholipids membrane fluidity,
the expression of CD14 on the macrophage membrane and the plasma level of TNFa were observed. Results  Afier the treament of LPS, the main
phospholipids of macrophage membrane was degraded membrane polarization micowiscocity and order parameters were increaseds but the mem-
brane fluidity was decreased significantly. The positive rate of CD14 on the membrane was increased, reached a peak at hour 5 after the treatment
and declined to normal level at hour 8. The plasma TNFo was elevated markedly, came to peak at hour 3 and returned to nomal at hour 8. In the
mice with liposome treatment the contents of membrane phospholipids and membrane fluidity rose remarkably, but the positive rate of membrane
CD14 and the plasma TNF« level was decreased obviously. Conclusion The degradation of membrane phospholipids and the decrease of membrane
fluidity in the macrwophage after LPS treatment might be the reasons that result in the increase of CD14 expression and TNFa secretion. The LPS pre-
treaiment can aitenuate the membrane injury, inhibit membrane CD14 expression and reduce inflammatory reaction.
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Tab2 Effects of LPS and liposome on membrane polarization(°), microviscocity(1) and order parameter (Y) of mice macrophages(x = s)
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Tab3 Changes of CD14 positive rate in macrophage and contents
of plasma TNFa treated with LPS or liposome (x +s)

Group n CD14 (%) TNFa (ng/ ml)
Control 8 43.9513.74 30.21+2. 87
IPS 1h 8 54.80 +1.49 ** 56.3245. 22"
3h 8 64.75+1.92 %% 78.3346. 98 **
5h 8 70.48 43.92 % 45.885. 74"
8 h 8 41.18 +4.20 39.14+4. 10
Liposane petreated 8 56.30E6. 5177 33.4542.797

*, P<L0.05, **, P<<0.01 vs control;
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