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Expression of CD14 in Kupffer s cells induced by Lipopolysaccharide
GONG Jian-Pingg XU Ming-Qing LI Kun, ZHU Jinn HAN Bemnr Li (Center of Hepatobiliary Surgery » Southwest Hospital » Third Military Medical University,
Chongqing 400038 China)

Abstract; Objective To investigate the expression of IPS receptor-CDI14(CD14) on the membrane of Kupffer/ s cells (KCs) induced by
Lipopolysaccharide (IPS Jand its role in activation of KCs and production of cytokines. Methods KCs were isolated by collagenase perfused Wistar
rats and mutinely cultured in 24-well dishes for 12 h. Cells were harvested and adjusted to a concentration of 1X 10% ml/well and were devided into
two groups. Group of IPS; KCs were induced with different concentration of IPS (& 100 ng/ ml, 1#g/ml and 100 4g/ mD). Group of PFPIC: KCs
were pre-incubated for 30 min with one unit of phophatidy linositol specific phospholipase C (PFPLC) before different concentrations of IPS were
added. KCs were cultured for 30 and 60 min respectively. Supernatants were then collected for measuring the level of TNFa and I11-6. Cells were
stained by indirect immunofluorescent method ( rabbit anti-CD 14 antibody and goat anti-rabbit IgG conjugated with FITC ) and analyzed with flow cy-
tometer (FCM). The percentage and mean fluorescence intensity (FI) of CD14-positive cells were taken as the indexes. Results In IPS group af-
ter incubation of cells with increasing concentration of [PS  a significant increase in the percentage of CD14 positive KCs were found and the mean FI
was stronger when compared with the conirol points or the group of PFPLC. The levels of TNFa and 116 in supematant also increased ( < 0. 0D).
In group of PI-PLC, decreased percentage of CD14 positive KCs and weakened mean FI were found when compared with group of [PS. The increas-
ing production of TNFx and I156 slowed down in the group of PFPLC. Conclusion CD14 expression of KCs might be up-regulated by LPS with in-
crease of some cytokines. The production of cytokines in KCs induced by IPS is partially inhibited by PI-PLC.
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Fig1 Expression of CD14 in KCs mediated by different concentrations of LPS A: Control; B: 1#g mlLPS; C: In the presence of PFPLC
KCs were fird stimulated with different concenirations of IPS (0. 100 ng/ml, 1. 100 g/mD) for 60 min, incubated with the anti CD14 Ab for 30 min at 4 C,
then incubated with goat anti rabhit IgG conugated FITC for an additional 30 min. Flov cyometric analysis was performed
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Fig 2 Expression of CD14 in KCs mediated by LIPS at different times A: LPS for 30 min; B: LPS for 60 miz C: In the presence of PI-PLC for 60 min
KCs were fird stimulated with LPSCconcentration; 1#g/ml) for different times(30 minor60min), incubated with the anti-CD14 Ab for 30 min at 4 ‘C, then
incubated with goat anti rabbit IgG conjugated FITC for an additional 30 min. Flw cytometric amlysis was performed
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Tab 2 Change of IL-6 level in the supernatant of KCs induced
by different concentrations of IPS(Cg pg° ml !, x +s)

Concetratians of LPS

Group 0 100 ng/ml 1 Vg/ml 100 Fg/ ml
LPS 219.38 £23.46 227.62131.34 203,58 +32.51 *652.98+77.83
PI-PIC 213.65421.37 223.55421.59 247.37 £30.82 427.64433.262
* P<C0.05 vs PFPLC; £ P<C0.05 vs O points
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A case report of maglignant paraganglioma in fourth lumbar vertebra
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