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Abstract

The root of Panax ginseng has served as an important component of Chinese medicine
“Kan—Yaku” for thousands of years. The principle actions have been thought to be based
on the regulation of a homeostasis and used for the management of weakness, anxiety
neurosis, metabolic diseases by gastrointestinal asthenia and stasis of blood stream. In lab-
oratory animals, we demonstrated that ginseng root showed the improvement of blood
flow, inhibition of thrombocyte agglutination and alleviation of DIC syndrome and sug-
gested that the active ingredients were included in saponin fraction of the ginseng. The
present study was conducted to investigate the effect of various ginseng saponins on
thrombocyte agglutination in mice, using a infarct thrombosis of the lung. The following
purified saponins were administered either orally or intraperitoneally : ginsenoside Ro,
Rb,, Rgy, Rgs, Rhy, Rhy and F. We found that Rg; showed a significant inhibitory effect
on thrombocyte agglutination induced by arachidonic acid, whereas Rg; inhibited the
agglutination induced by ADP.
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Table 1 Effects of RMe,WMe,Aspirin and Dipyridamole on Sodium

Arachidonate—Induced Pulmonary Thromboembolism in Mice
Treatment Dose Route No. of Mice No. of survival mice(®)
Control p.o. 15 3(20.0)
Rve 50(mg/ke) p.o. 10 3(30.0)

200 p.o. 10 3(30.0)

500 p.o. 10 4(40.0)
WMe 50(mg/kg)  p.o. 10 2(20.0)

200 p.o. 10 2(20.0)

500 p.o. 10 3(30.0)
Aspirin 0.5(mmol/kg) p.o. 10 6(60.0)

1.0 p.o. 10 7(70.0)

2.0 p.o. 10 8(80.0)
Dipyridamole 0. 1(mmol/kg) p.o. 10 2(20.0)

0.5 p.o. 10 3(30.0)

1.0 p.o. 10 3(30.0)
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2) 7 5% F/BE Na % FAHHEEZE R IC 03
BHRZOE (Table 2.)

7 5% Fuls Na FRMEE M 5%
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Ginsenoside Ro, Rg1, Rho IZ#IHIESR 3 & O
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Table 2 Effects of Ginsenosides on Sodium Arachidonate-Induced Pulmonary Throm-

boembolism in Mice

No. of survival mice(%)

Treatment Dose Route No. of mice
Control p.0. 15 2(¢ 13.3)
Ginsenoside Ro  0.5(mmol/kg) p.o. 15 3¢ 20.0)
Ginsenoside Rby 0.5 p.o. 15 5( 33.3)
Ginsenoside Rgs 0.5 p.o. 15 7(¢ 46.7)
Ginsenoside Rgs 0.5 p.o. 15 11(¢ 73.3)
Ginsenoside Rhy 0.5 p.oO. 15 -3( 20.0)
Ginsenoside Rhz 0.5 p.o. 15 1C 6.7
Aspirin 0.5 p.o. 15 12( 80.0)
1.0 pP.0O. 15 15€100.0)
Dipyridamole 0.5 p.o. 15 4( 26.7)
1.0 pP. 0. 15 5( 33.3)
Control i.p. 15 3( 20.0)
Ginsenoside Ro  0.05(mmol/kg) i.pP. 15 3( 20.0)
Ginsenoside Rby 0.05 i.p. 15 2( 13.3)
Ginsenoside Rg: 0.05 i.p. 15 5( 33.3)
Ginsenoside Rga 0.05 i.p. 15 5( 33.3)
Ginsenoside Rhy 0.05 i.p. 15 5( 33.3)
Ginsenoside Rhz. 0.05 i.pP. 15 4( 26.7)
Ginsenoside Fy  0.05 i.p. 15 3( 20.0)
Aspirin 0.05 i.p. 15 11 73.3)
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Table 3 Effects of RMe,WMe,Aspirin and Dipyridamole on ADP-Induced
Pulmonary Thromboembolism in Mice

Treatment Dose Route No. of Mice No. of survival mice(®
Control ] p.o. 15 3(20.0)
Rde 50(mg/kg) p.0O. 10 2(20.0)
200 P.O. 10 3(30.0)
500 p.o. 10 2(20.0)
e 50(mg/kg)  p.o. 10 2(20.0)
200 P.O. 10 2(20.0)
500 p.o. 10 2(20.0)
Aspirin 0.5(mmol/kg) p.o. 13 (7.7
1.0 p.O. 13 2(15.4)
2.0 p.o. 13 2(15.4)
Dipyridamole 0. 1(mmol/kg) p.o. 13 3(23.1)
0.5 p.o. 13 5(38.5)
1.0 P.0. 13 7(53.8)

Table 4 Effects of Ginsenosides on ADP-Induced Pulmonary Thromboembolism in

Mice
Treatment Dose Route  No. of mice No. of survival mice(¥)
Control p.o. 15 2( 13.3)
Ginsenoside Ro  0.5(mmol/kg) p.o. 15 4C 26.7)
Ginsenoside Rby 0.5 p.o. 15 3( 20.0)
Ginsenoside Rgy 0.5 p.oc. 15 6( 40.0)
Ginsenoside Rga 0.5 P.oO. 15 1C 6.7
Ginsenoside Rhy 0.5 p.o. 15 1C 6.7
Ginsenoside Rh. 0.5 p.o. 15 4C 26.7)
Aspirin 0.5 P.0. 15 1C 6.7)
Dipyridamole 0.5 p.o. 15 4C 26.7)
Control i.p. 15 2( 13.3)
Ginsenoside Ro  0.05(mmol/kg) i.p. 15 3( 20.0)
Ginsenoside Rby 0.05 i.p. 15 5( 33.3)
Ginsenoside Rg: 0.05 i.p. 15 6( 40.0)
Ginsenoside Rgs 0.05 i.p. 15 3( 20.0)
Ginsenoside Rhy 0.05 i.p. 15 3( 20.0)
Ginsenoside Rhz 0.05 i.pP. 15 4C 26.7)
Ginsenoside Fq 0.05 i.p. 15 2( 13.3)
Aspirin 0.05 i.pP. 15 oC 0.0)
Dipyridamole 0.05 i.P. 15 40 26.7)
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