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Tab1 The effect of LPS(1/*g/ml) on MtDH activity
of HGVECs(x+ s)

Incubation time(h)

1 3 6 12

Control

156 0.12 1.50E 0. 15 1 41£0.06 1.38: 0.06 0.78E 0. 27

n= 5%: P <0.01 vs contwl
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Tab 2 The effect of LPS and Lipid A with various concentration on MtDH activity of HGVECs

Concentration (* g /m1)

Contwl
0.3 0.6 0.9 1.2
LPS 1. 63 0.015 1. 60 0. 005 1.45 0.23 0. 96 0. 24* 1. 05 0. 17%
Lipid A 1.63E 0.015 1. 27 0. 05 1. 04k 0. 05% 0.9H 0. 12% 0. 99t 0. 51

¥: P <0.01 ys control; no significance betw een LPS group vs Lipid A group
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Fig 1 Morphologic changes of HGVEC cultured in medium with 0. 9/:g/ml LPS at 12 h
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Fig 2 Morphologic changes of HGVEC cultured in medium with 0. 6/*g/ml Lipid A at 12 h
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Effects of lipid A and LPS on mitochondrial dehydrogenase of human

glomerul ar endothelial cells

Luo Xiaofeng, lLiang Guangping, Luo Xiangdong, Yang Zongcheng ( Research Institute of Burn, Southwest Hospital,
Third Military Medical University, Chongqing,400038)

Abstract Objective: Toinvestigate the injurious effects of LPS and lipid A on vascular endothelial cells
(VECs). Methods: Cultured human glomerular vascular endothelial cells ( HGVECs) were divided into the
control group and the groups treated with LPS in different time durations, the groups treated with LPS in
different concentrations and the groups treated with lipid A in different concentrations. The activity of mito—
chondrial dehydrogenase was measured with M T T. Results: LPS 1# g/ml inhibited significantly the activity
of mitochondrial dehydrogenase (P <0.01). Theinhibiting concentration was lower in lipid A (Q 6/ g/ml)
than in LPS (0. 9% g/ml). Conclusion: Both LPS and lipid A possess direct injurious effects on HGV ECs and
inhibit the activity of mitochondrial dehydrogenase. The inhibition is more powerful in lipid A than in LPS.
The finding suggests that lipid A plays a major rolein the injurious effects on VECs.
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