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Expressions of adhesion molecules on glomerular endothelial cells and changes of adhe-

sion properties after anoxia/ oxidative stress in vitro

LIU Hong WU Xiong-fel, JIN Xi-yu (Deparment of Kidneys, Southwest Hospitak Third Military Medical University, Chongqing 400038 China)

Abstract: Objective To explore the effects of anoxia/ oxidative stress on the expressions of adhesion molecules on glomerular endothelial cells
(GECs) and its adhesion propetties. Methods Chemical anoxia/ oxidative stress models of GECs were established, and the expressions of P-se-

lectin, E-selectin and ICAM-1 in them were studied with immunofluorescence. Micropipette aspirate techniques were used to measure the adhesive
forces between GECs and PMNs. Results  Anoxia/ oxidative stress increased the expresson of P-selectin  E-selectin and ICAM-1, with the last one
most obvious. Adhesive forces between GECs and PMNs increased simultaneously. Antibody to ICAM-1 inhibited the adhesive forces between GECs
and PMNs markedly. Conclusion The expressions of adhesion molecules on GECs increased after anoxia/ oxidative stress and these changes are

related to the changes of adhesive forces between GECs and PMNs.
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Tab1 Immunofluorescence intensities of adhesion molecules on
GEGs after anoxia/ oxidative stress( n— 20)
Control Anoxia Oxidative stress
P-selectin 84.03 4. 10 81.9343.98 117. 01+4. 10 *
E selectin 54.29+£1.35 80.13+1.99 " 97. 16£1. 48~
ICAM-1 64.92 4+1.30 146.49 +4.05 * 111. 75+3. 34 *

*. P<_0.01 vs Control
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Fig1 Expression of ICAMF1 on GECs after anoxia’ oxidative stress
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Tab 2 Adhesive properties of GEC— PMN after anoxia/ oxi-

dative stress

Anoxia

Oxidative stress  Anti-ICAM-1

Control
Adhesive
forces (N/ m?)
Nunbe of
Adhesive PMN 17.5+1.74

25.7+2.80 *

47.1043.46  92. 47+6.95 7 136. 0510. 03 ** 60.49 +3.86 7

34148340 22.6+2.267

*, P<<0.05 **,P<0.01 vs Nomal; #. P<0.01 v Oxidative stress

(% 9% 3 £X 1000)

(IFX 1000); C: Oxidative stress (IFX 1000)
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