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Abstract

Korean Red Ginseng has been reported to have anti-thrombotic and anti-atherogenic ef-
fects and thereby to be useful in the prevention and the treatment of certain thrombotic
and cardiovascular disorders. In the present study, firstly the effect of oral administration
of Korean Red Ginseng on platelet aggregation and thromboxane B,(TXB,) formation in
the patients with thrombotic and atherosclerotic disorders were determined. Secondly the
effect of various ginseng saponins on the production of prostacyclin by cultured rat vascu-
lar smooth muscle cells (VSMC) was studied.

Four weeks administration of 9 capsules of Korean Red Ginseng significantly decreased
collagen-induced platelet aggregation and TXB, formation in the .patients. U-46619 (a
stable analogue of TXA,)-induced platelet aggregation and TXB, formation in the pa-
tients was also decreased. It has been reported that platelet activation induced by collagen
results in the formation of TXA,, which is thought to further stimulate platelets in cooper-
ation with collagen. We previously reported that ginsenoside Rg;(G-Rg;) and Rgs have a
potent antagonistic action for TXA; and thereby reduce platelet function in vitro. Thus
the present results suggest that orally administered Korean Red Ginseng reduced col-
lagen-induced platelet aggregation and TXA, formation most likely by the inhibition of
platelet activation by endogenously produced TXA,.

We previously reported that oral administration of Korean Red Ginseng increased in
vivo synthesis of prostacyclin in patients with thrombotic and atherosclerotic disorders:
and that in vitro addition of ginsenoside Rc (G-Rc) stimulated the formation of 6-keto-
PGFaq, a stable metabolite of prostacyclin, in VSMC. In the present study, the conversion
of [“C] arachidonic acid to [“4C]6-ketoPGF;a« by VSMC was enhanced by the addition of
G-Rc, while the conversion of [4C]PGH, to [1*C]6-ketoPGF;« did not change. Northern
blot analysis of total RNA prepared from VSMC demonstrated that in vitro addition of G-
Rc increased mRNA level of cyclooxygenase in VSMC. These results indicate that the
enhancement of prostacyclin formation by G-Rc might be partly ascribed to an increased
cyclooxygenase activity and that G-Rc enhanced gene expression of cyclooxygenase in
VSMC, which may contribute to an increased metabolism of arachidonic acid by cycloox-
ygenase in G-Rc-treated VSMC.
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