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ABSTRACT

The effects of ginseng ethanol extract on the toxicity of lead acetate in mice were
examined.

Mice were given intraperitoneally daily doses of lead acetate 50 mg/kg with ginseng
ethanol extract 50 mg/kg, 100 mg and 200 mg/kg for 3 weeks.

The exposure of lead acetate showed the toxicity at all experimental assay such as
the gain of body weight, the ratio of some organs weight to body weight, serum
transaminase activity and creatinine value, hematocrit and WBC counts. These tox-

icities were inhibited significantly by the ginseng ethanol extract administration.
The 50 mg/kg and 100 mg/kg administration of ginseng ethanol extract inhibited

histopathological changes on kidney by lead acetate, whereas the 200 mg/kg adminis-
tration of the fraction enhanced histopathological changes.
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Table 1. Change of body weight in mice treated with lead acetate and ginseng alcohol extract

Initial (g) Final (g) Increasing rate (%)
Normal 13.91 £2.29 i9.48 +4.06 40.61£5.10
pb{Ac), 15.86 £1.20 16.33+£1.78 3.76 £ 1.65
pb(Ac)y + G.Ex. 50mg/kg 14.85%£1.18 16.46 £2.84 10.75 £2,93**
pb(Ac), + G.Ex. 100mg/kg 15.08 £1.25 17.00 £2.33 12.65 £2.34%%
pb{Ac), + G.Ex. 200mg/kg 18.37 £2.81 20.75 £4.53 12.22 £ 2.54%%

pb{Ac), was administered at a dose of 50mg/kg

Significantly different from the pb{Ac), group (** P< 0.01)

Table 2. Rates of kidney, liver, spleen and thymus weight in mice treated with lead acetate and ginseng alcohol extract

Kidney (%) Liver (%) Spleen (%) Thymus (%)
Normal 1.53+0.28 6.27 £0.81 1.46 £0.53 0.35%0.02
pb{Ac), 1.96 £0.40 5,86 £0.75 0.86 £0.22 0.08 £ 0.01
pb(Ac), + G.Ex. 50mg/kg 1.68 £0.88 6.22 £ 0.43%* 0.92£0.39 0.16 £0.04**
pb{Ac), + G.Ex. 100mg/kg 1.61 £0.26%* 6.41 £0.79 1.16 £ 0.41 0.12 £ 0.02%*
pb(Ac)s + G.Ex. 200mg/kg 1.88 £0.11 6.51 £0.87 0.80 £0.45 0.13 £0.02%*

pb{Ac), was administered at a dose of 50mg/kg
% means each organ weight/bodyweight x 100.
Significantly different from the pb(Ac), group, (* P < 0,05, ** P < 0.01)
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Table 3. Blood chemistry in mice treated with lead acetate and ginseng alcohol extract

S—G.O.T. S—G.P.T. Creatinine BUN
Normal 69.43+£19.79 37.5517.77 1.14%0.17 19.57£2,70
pb(Ac), 157.66 £24.87 51.50£9.19 5.25%0.63 94,49 £7.36
pb(Ac), + G.Ex. 50mg/kg 132.63 £12.34% 42,62 £7.25% 3.69 £ 0.21%* 25.22 £ 3 52%%
pb(Ac), + G.Ex, 100mg/kg 136.75 £ 12.58% 34,58 £9.81%* 3.15 £0.28** 22.36 £4,06%*
pb(Ac), + G.Ex. 200mg/kg 118.57 £15.38%* 36.28 £7,36%* 3.95 £0.27** 29.36 £ 2,58%%*

Creatinine and BUN’s unit are mg/kg.
pb(Ac), was administered at a dose of 50mg/kg

Significantly different from the pb(Ac), group. {(* P < 0.05, ** P < 0.01)

Table 4. Hematologic value in mice treated with lead
acetate and ginseng alcohol extract

Hematocrit WBC
(%) {x10° /mm?)

Normal 4252%432  9.92%1.48
pb(Ac), 3076 £2.45  14.40 £2.16
pbs(é"rg?/k;G-Ex- 33.03%2.73  11.23 £2.31%%
"1"()(3%2/,(‘;6-5* 3126 £4.93  11.34£2.35%
92"0((’)‘:‘1;2/&5-5"' 35.69 £3.52%* 11.87 £2.16*

pb{Ac), was administered at a dose of 50mg/kg
Significantly different from the pb{Ac), group.
(*P < 0,05, ** P < 0.01)
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Legands of Plates

Fibrous crescent formation (fc) in glomerulus (g} are seen,

Pb(Ac), 50mg/kg group. H& E, x400.

Amorphous glomerular total necrosis and extensive proximal convoluted tubular (pct) epithelial necrosis are
prominent.

Pb{Ac), 50mg/kg group. H&E, x400.

Fibrous crescent formation and glomerular capillary endothelial proliferations are seen,

Pb{Ac}, 50mg/kg + Ginseng Ex. 50mg/kg group. H&E, x400,

Extensive necrosis of proximal and distal convoiuted tubules are seen,

Pb(Ac), 50mg/kg + Ginseng Ex. 50mg/kg group. H&E, x400.

Focal glomerular sclerosis and mild tubular epithelial necrosis are seen.

Pb(Ac)s 50mg/kg + Ginseng Ex. 100mg/kg group. H&E, x400.

Distal convoluted tubules show focal degenerations and hyaline casts in the tubular lumen,

Pb(Ac), 50mg/kg + Ginseng Ex. 100mg/kg group. H&E, x400.

Prominent glomerular endothetial proliferations, mesangial proliferation and a few of neutrophil infiltrations are
seen,

Pb(Ac), 50mg/kg + Ginseng Ex. 200mg/kg group. H&E, x400.

Vacuolation in tubular epithelial cell and hyaline casts are evident in distal convoluted tubule.

Pb(Ac), 50mg/kg + Ginseng Ex. 200mg/kg group. H&E, x400.



