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Effects of protein-C activator from Agkistrodon Acutus venom on human umbilical vein
endothelial cells

SANG Jinfeng ZHANG Genbao ZHOU Shuyan
Department of Pathophysiology Wannan Medical College Wuhu 241002 China

[ Abstract 10bjective: To observe the effects protein-C activator( PCA) extracted from the venom of Agkistrodon acutus on the human umbilical vein endo—
thelial cells ( HUVECs) and investigate the potential mechanisms of this effects. Methods: HUVECs were conventionally cultured and observed under the
inverted microscope for their morphologically changes. MTT method was used to detect the cell activity. The experiment consisted of control group LPS-in—
duced injury group and PCA treatment group. HUVECs were initially inoculated into separate 96-well plate. Then control group were treated with PBS buff-—
er LPS injury was induced with LPS in dose of 0. 1 g/ mL and PCA group were treated with PCA in dose of 0.16 0.32 0.63 1.25 2.50 5.00
10.00 20.00 and 40.00 g/ mL and mixed solution of 0.1 pg/ mL LPS and PCA dosed by 0.16 0.32 0.63 and 1.25 pg/ mL respectively. Five du—
plicated wells were set for individual plate into which 200 L of the cell solution was added. After 12 hours of culturing the cell activity and its morphology
were determined and observed. Results: PCA level lower than 2.50 pg/ mL had no effect on the activity of HUVECs yet reduced the damage of LPS to
HUVEC. Contrarily PCA concentration over 2. 50 pg/ mL significantly inhibited the activity of HUVECs and modified their morphology. Conclusion: Low
concentration of PCA can to a certain extent reduce the injury of HUVECs caused by LPS.
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Tab 1 OD value and inhibition rate for HUVECs after treatment

with PCA in different concentration (x +s n =35)

PCA
oD IR( %)
(pg/ mlL)
- 0.533 £0.021 -
PCA
0.16 0.528 £0.022 0.93
0.32 0.526 £0.038 1.40
0.63 0.520 £0.029 2.41
1.25 0.511 £0.022 4.01
2.50 0.494 £0.019" 7.38
5.00 0.450 +0.032** 15.59
10.00 0.403 +0.013** 24.40
20. 00 0.328 +0.017** 38.33
40.00 0.272 £0.014* * 48.96
F - T74.952 -
P - 0.000 -
* P<0.05 * % P<0.01
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2 LPS
oD (P<0.01) . PCA PCA
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LPS PCA
oD IR( %)
(pg/ mL)  (pg/ mL)
- - 0.526 +0.017 -
LPS 0.10 - 0.422 £0.029%* 19.74
PCA 0.10 0.16 0.428 £0.021 18.61
0.10 0.32 0.444 £0.028 15.46
0.10 0.63 0.470 £0.022%  10.52
0.10 1.25 0.481 £0.014%  8.47
F - - 15. 043 -
P - - 0.000 -
* % P<0.01 # LPS P<
0.05 A LPS P<0.01
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