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Fig 1 The effect of TNF, on endothelial-neutrophil
adhesion. Human unbilical vein endothelial cells were
stimulated with different concentration of TNF, for 6
h and then incubated with neutrophils. Adhesive
neutrophils were measured by testing neutrophil
myeloperoxidase activity. x* * s, " P<0.05,

FEEP<L0.001 ws control.
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Fig 2 Time course of TNF, induced endothelial-
neutrophil adhesion. Human unbilical vein endothelial
cells were stimulated with TNF,(500 kUL~ ") for
different periods of time, then incubated with
neutrophils. Adhesive neutrophils were measured by
testing neutrophil myeloperoxidase activity. = * s

"P<0.05, """ P<0.001 us control.
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WREM R 2 E5 3R 4.11% = 2.31%,
11.64% +3.82%, 22.60% +5.82% 1 32.37% +
7.59% . Ml B2 26 E-selectin I EIE F B A%, FH A0

FIE DB A:2.10% +1.24%, 4.92% +2.16%
12.34% +3.22%F129.29% +5.23% .

Tab 1 The effect of TNF, on endothelial cell expression of adhesion molecules

Group ICAM-1 VCAM-1 E-sclectin
Control 0.266£0.03(n=8) 0.142£0.02(n =8> 0.110£0.01(n=06)
TNF, stimulated 0.569+0.02" " "(n=6) 0.483+0.023"""(n=8) 0.349+0.03" " "(n=7)
Human unbilical vein endothelial cells were stimulated with TNF,(500 kU*L ') for 6 h and then
adhesive molecules were tested by ELISA. 7 s, " * P<0.001, compared with control.
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Fig 3 Effect of quercetin on TNF, induced
endothelial-neutrophil adhesion. Human unbilical vein
endothelial cells were treated with different
concentration of quercetin for 30 min, then

stimulated with TNF, 500 kU*L ™! for 6 h and finally
incubated with neutrophils. Adhesive neutrophils
were measured by testing neutrophil myeloperoxidase
activity. =z £ s, " P<0.01, *7 " P<0.001 wvs

control.
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Fig 4 Effect of quercetin on TNF, induced
endothelial cell expression of adhesion molecules.
Human unbilical vein endothelial cells were treated
with different concentrations of quercetin for 30 min,
then stimulated with TNF, 500 kU*L"! for 6 h and
finally adhesive molecules were tested by ELISA.
s, "P<0.05, "TP<0.01, """ P<0.001 ws

control.
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QUERCETIN INHIBITS TNF, INDUCED
ENDOTHELIAL-NEUTROPHIL ADHESION

Lin Yong(Lin Y)» Gao Cunji{Gao CJ)'s Li Jian(Li ])* and Wang Zhong( Wang 7)!
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ABSTRACT AIM: To study the effect of quercetin on TNF, induced endothelial-neutrophil adhesion and
its mechanism. METHODS: Cell adhesion was measured by testing neutrophil myeloperoxidase activity;
expression of adhesion molecules was measured by ELISA. RESULTS: The adhesion rate of unactivated human
umbilical endothelial cells (EC) to neutrophils was very low. TNF, (100 ~ 1000 kU+L™") mcreased the
adhesion of EC to neutrophils both dose- and time-dependently. Quercetin (1 ~ 500 pmol * L™"') dose-
dependently inhibited the adhesion of TNF, stimulated EC to neutrophils. The expression of ICAM—l and
VCAM-1 on the surface of resting EC was very low and no E-selectin expression was detectable. TNF, increased
the expression of these adhesion molecules and resulted in upregulation of endothelial-neutrophil adhesion.
CONCLUSION: Quercetin inhibited TNEF,-stimulated endothelial-neutrophil adhesion by suppressing the
expressions of ICAM-1, VCAM-1 and E-selectin.
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