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The Effect of Ginsenosides on the NO Production in ECV304

WANG Bo-chu™, ZHU Lian-cai( Key Lab for Biomechanics & Tissue Engineering under the State Ministry of Education, Bioengi-
neering College, Chongqing University, Chongqing 400044, China )

ABSTRACT: OBJECTIVE to study the mechanism of Ginsenosides preventive and remedial effect on cardio-vascular diseases.
METHOD = The effect of Ginsenosides on the nitric oxide( NO) Production in normal ECV304 and oxidation injury ECV304 was stud-
ied with Serum Pharmacology. RESULTS  Ginsenosides could up-regulate the NO production in normal ECV304 and oxidation injury
ECV304 significantly( P <0.01) by 3.98 times and 6.02 times respectively. CONCLUSION  Ginsenosides have the preventive and

remedial effect on cardio-vascular diseases by increasing NO production in vascular endothelial cells.
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Tab 1 The production of NO in ECV304( uM )
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1 3.73 3.30 13.89 11.95
2 2.22 2.00 11.08 11.30
3 3.08 3.08 13.46 12.59
4 4.16 2.00 14.11 13.03
5 3.52 0.70 16.49 13.89
6 4.38 1.57 14.98 13.68

s 3.52+£0.78 2.11+0.96 14.00 +1.79'2.74 £1.00%

Note: !’ Significantly different compared with the control group, t-test, P
<0. 0L; ¥ Significantly different compared with the oxidation injury
group, t-test, P <0.01
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