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The Difference Between Endothelial- Monocyte and Endothelial- Neutrophil Adhesion
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ABSTRACT

Adhesions;

Aim To study the difference between endothelial- monocyte and endothelial- neutrophil adhesion.

Tumer Necrosis Factor— a;  Intercellular Adhesion

Methods Cell

adhesion was measured by testing leukocyte myeloperoxidase activity, the cell adhesion was blocked by monoclonal antibodies to ICAM—- 1, E

— selectin and VCAM - 1, the expression of adhesion molecules was measured by ELISA.
creased the adhesion of EC to neutrophils or monocytes concentration— dependently.
and VCAM- 1 was contributed to TNF- a induced upregulation of leukocyte— endothelial adhesion.
was peaked at 6 h after TNF— a stimulation of endothelial, while monocyte— endothelial adhesion was peaked at 24 h.

Results TNF- a ( 100~ 1 000 ku/L) in-
The mcreased expression of ICAM - 1, E- selectin
The neutrophil— endothelial adhesion

The monoclonal anti-

bodies to ICAM— 1 and E- selectin significantly inhibited TNF- a induced endothelial- neutrophil adhesion, nevertheless, the antibody to

VCAM - 1 had no effect on endothelial- neutrophil adhesion.

body to E— selectin inhibited TNF- a induced endothelial- monocyte adhesion.

characteristics in adhesion to TNF- a induced endothelial cells.
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On the other hand, the antibodies to ICAM - 1 or VCAM - 1 but not the anti-

Conclusion Neutrophil and monocyte showed different
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Figure 1. Effect of TNF-a on endothelial cells binding to neu
trophils or monocytes.  Endothelial cells were stimulated with TNF-a
for 6 h, then incubated with neutrophils or monocytes for 30 min, adhesive
neutrophils or monocytes were tested by myeloperoxidase activity (; s, n=
7). *:P<0.05 % *:

P< 0.01, compared with corresponding control

group
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Figure 2.  Effect of TNF a on endothelial cells expression of
Endothelial cells were stimulated with TNF-a for 6

P< 0.

adhesion molecules.
h, adhesion molecules were tested by ELISA (; Es,n=7).

01, compared with corresponding control group
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Figure 3.
binding to TNF-a stimulated endothelial cells.
were stimulated with TNF-a for different period of time, then incubated with
neutrophils or monocytes for 30 min, adhesive neutrophils or monocytes were
tested by myeloperoxidase activity (; *s,n=7). *: P<0.0l, com
pared with corresponding control group
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Figure 4.  Effect of monoclonal antibodies against adhesion
molecules on TNF-a stimulated adhesion of endothelial neu
trophil or endothelial- monocyte.  Endothelial cells were stimulated
with TNF-a for 6 h, then incubated with different monoclonal antibodies for 20
min.  Finally neutrophils or monocytes were added and incubated for 30 min,
adhesiove neutrophils or monocytes were tested by myeloperoxidase activity (;
T, n= 7). *: P<0.05 * *: P< 0.01, compared with corre-

sponding control group
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