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Table 1. Protective effect of ginsenosides on the increased in the capillary permeability of rat intestine after 24 hrs. of

r-irradiation.

Evans blue content of

Group

intestine (ug/g of

Inhibition of the
dye leakage (%)

Protective activity
against Y-irradiation

Evacuated flesh intestine)

Normal 10749+ 119
-irradiation alone 185.07 + 20.6
-irradiation + Ginsenoside Rby 155.12+12.4
-irradiation + Ginsenoside Re 127.78 + 18.6
-irradiation + Ginsenoside Rg; 110.86 + 12.6

41.92 1.00
16.18 0.39
30.96 0.74
40.10 0.96

Six rats were used in each group. All values are significant.
1) Ginsenosides were administered orally the dose of 40 mg/kg before 12 hours of irradiation, 2) Intraperitoneally the
dose of 20 mg/kg after 3 hours of irradiation and 3) orally the dose of 20 mg/kg after 6 hours of irradiation. Evans blue
1% (wt/vol) in 0.85% (wt/vol) NaCl solution had been injected at 0.5 m#/100g (IV) 30 minutes before the animals were

sacrifieed.
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Table 2. Freventive effect of Ginseng components on the degranulation of mast cell in guinea pig mesentery by com-

pound 48/80, and venom toxin.

Concentration No. of Protection of degranulation
Extracts
( g/ml) test Compound 48/80 Venom toxin
Control — 10 256 +5.4* 25.4+4.5*
95% EtOH ext. 1 10 19.0 +3.2* 27.2+6.2*
10 10 19.0 4+ 3.2* 27.246.2*%
100 10 32.4 +£5.8* 32.14+7.5*
1,000 10 38.2+4.5** 49.3 +4.5%*
50% EtOH ext. 1 10 32.243.7* 20.4 +5.5*
10 10 45.1 +5.1** 25,6 +6.9*
100 10 59.7 +4.9%* 31.4+5.8%
1,000 10 62.1 +6.6** 39.547.6*
Water ext. 1 10 35.1+4.8% 7.8+2.3
10 10 44.2 + b.4** 20.6+4.9*
100 10 56.3 +4.9** 32.54+7.2%
1,000 10 65.2+89** 45.4 +6.5%*
Ginsenoside Re 1 10 14.5+2.6 208 +4.1*
10 10 19.7+5.0 28.5+39.*
100 10 25.4+4.1 39.4 +5.4*
1,000 10 5+ 5“* 15.5 +6.5%*

37.5

1) Mast cell in mesentery incubated with Ginseng Components at the various Concentration. 15 minutes after incubation
compound 48/80 (i ug/ml) and venom toxin (200 pg/ml) respectively added and incubated for 10 minutes at 37 °C. 2)
Mast cell Degranulation was assessed by measuring the percentage of cells with extruded granuies (200 cells counted,
430 X magnification). Significantly different from control, *(P<<0.05) and **{(P<0.01).

Ginseng Symposium, p.135(1978)).
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