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Effect of high concentration glucose on membrane fluidity of cultured human

glomerular endothelial cells

YAN Zhen-cheng JIA Kun-xia, ZHANG Jianrguo, HUANG Qing-yuan, ZHU Miao-zhen, DING Han-lu (Department of Nephrology, Daping Hospital,

Third Military Medical University, Congging 400042 China)

Abstract: Objective To observe the retationship of lipoperoxidation induced injury of human glomerular endothelial cells (GEC) and the
membrane fluidity of GEC in high concentration glucose. Methods The culture of human GEC was established, thiobarbituric acid fluoriphotometry
was used to measured MDA, Prendergast s method was used to detect the membrane fluidity of GEC, and the[ Ca®> ] i was determined by Fura-2/
AM. Results The membrane fluidity and | Ca2+] i of GEC were increased sgnificantly in high concentration glucose induced injury of GEC by lipid
peroxidation, and the higher the concentration of glucose, the more significant the effect as the cultured time went on. Conclusion The increased

membrane fluidity caused by lipid peroxidation in high concentration glucose may be one o the initiating factors for diabetic nephopathogenesis.
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Tab 1 Comparison of MDA produced by high glucose cultured GEC
MDA (mmol/ L)
Group
2% h 48h 72 h
3.7140.25 3.65+0. 29 3.5840.19
3.8610.52 5.2140. 6624 6.61 10. 8244
C 3.9540.27 5.630. 3020 7.9240. 7140

AN, P<0. 01 vs group A; : P 0.0l vs group B
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Tab2 Effect of high glucose on membrane fluidity of glomeru
lar endothelial cells

Group 2% h 48h 72 h
A 2.04+0. 16 2.0740. 15 2.0240. 12
B 2.1+0.09 2.05+0. 1 L9240. 112
C 2.0340.17 1.9440. 114 1.840. 1044

A PZ0.05, & P<0.01 vs goup As ;P 0. 05 vs group B
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Tab 3 Effect of high glucose on the level of cytosilic free
calcium (C22") i of glomerular end othelial cells

Group 2% h 48h 72 h
A 128.1410.97 127. 6£10.42 127.147. 58
B 129.6+10.73 131. 8+8.45 134.4+6. 182
C 131.9+8.53 136. 6+7.19 2 141.5+6. 5358

A P<0.05 O P<0.01 vs goup A; 2 P<<0.05 vs group B
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