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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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Establishment of a stable and easily manipulated vector for macrophage

random peptide library

Wan Ying, Dai Japing, Wang Yan (Department of Molecular Biology, Third Military Medical University, Chongging,

400038)

Abstract Objective: To modify a com binational library display vector, pCOMB3 and to provide a sta—

ble, easily manipulated and highly copied vector for the display of a random peptide library. Methods: Ac—

cording to Dot-Plot analysis of pCOMB3 nucleic acid sequences, the phagmid pCOM B3 w as modified to elimi-

nate the propensity of accumulated deletions in the region of cloning site. Furthermore, a 1375 bp DN A frag—

ment from phage was cloned in the small 63 bp stuffer at the cloning site. Results: A 5129 vector named

pTM B2 was produced. Conclusion: pTM B2 holds the appropriate characteristics for random peptide phage

display with improved stability and ease of manipulation.

Key words phage random peptide library; pCOMB3; Dot—Plot analysis
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