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The Effect of Korean Ginseng on Alloxan Diabetes.

Seoung-Pyo Hong, Moo-Hyun Yim and Hyun-Kyu Joo*
Il Hwa Pharmaceutical Co, Ltd.
Department of Agricultural Chemistry, Kon Kuk University.*

This study was aimed to investigéte the effects of Ginseng ethanol extract on Diabetes induced by

alloxan in comparison with that of insulin,

The blood sugar, blood urea nitrogen, glutamic oxaloacetic transaminase and cholesterol were

measured by spectrophotometry.

The results were obtained as follows.

1. Ethanol extract of Ginseng increased the blood sugar level in normal rats.

. Ethanol extract of Ginseng restrained the increase of blood sugar in diabetes induced by alloxan.

2
3. Ethanol extract of Ginseng acted to oppose a rapid decrease of blood sugar by insulin.
4

. Blood urea nitrogen, glutamic oxaloacetic transaminase and cholesterol level in blood were not

affected by Ginseng.
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NCZs GCF& Az A7 Az 1097 A%d F
1247 F¢ AAAAGA AFRAR LG en
e AYFL A4 T4 Aoz 109 ol & A%}
7} alloxan 150mg/kge MEHA RTTAFAL
insuling® APA 1247 F Al AFHE Az 2
unit/kg® FHheel FAFI .
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Table I. Changes of Blood Sugar Level in Each Groups.

Treatments

.NC GC AC GA Al GAI

1 108.0 132.7 85 365 9.5 67.5
+4.31 +4.81 £2.36 £2.55 *+1.49 *2.59

Days

2 143.4 177.5 159.5 153.6
+3.08 £7.93 £2.52 4:3.29
3 470.0 196.6 139.4 163.0
+1.81 +6.73 £3.74 +8.21
4 152.5 167.0 109.0 128.8
+2.66 4.24 +2.67 +4.40
5 . 97.6 72.0 66.4 118.7

+2.78 +2.59 3.45 £7.10

1. The number of animals used in the experiments
were 20 in NC and GC groups and 50 in the other
groups.

2. Significant differences were observed in all data.

e oy icwd Sugar (o)
.V

3 (ays) .

Fig. 1. Changes of the blood sugar level after

alloxan injection in each group.

ACF L alloxanFAE 24A 756 7hg A% 22 E
29z 3gAe miEEel 73 F%en 5€FdE
Az AR AZA HNEIRSG. F 2 Wy Fol
g geod AYZeE JF AUAR gF(AEE
30.3%) .

— 112 -



Vol. 7, No. 2, 1976

A AYATE Bt A2gds Az
E dAY AY ¥ d2ge vEix dg B oo
e Adg 94 A 2R AEE 32%). (AE A
Aol 10vke] A4he] 3vke] 2=z A5Yel 3=pa]).

GAFA A& alloxanFAL 244 Zbell Edeo] FaH
o ACTESE dARA ggter AY A2,3 % 4
Yol A& ACTS] WA vl 3] 450 44
Helth A A4 77¢ Fote Ad FEL A+
w97 GAIZY a3 4 AN RE S5 2 W
o] 9] o] 743 AYLW ofz FRon Y A

4

A&

-

ol AP T mek wikow Aue AYEETL 9
gl
2) 85 B

rE ‘: /\1 54 ‘E‘E“’ﬂ

A1
3 (20mg%el )7 A= AR

=]
=
=z
o
rlo
r_‘a‘:

\

ACTNA &= A3LA o 27.2mgHh=z 433 =& 5
AZ nyg o #1299 GAIZ(23.0mg)# A 129 AC
T(21.6mg% )L E B F£AE 2y H(Table ID.

Table II. Changes of B.U.N. in Each Group.

Treatments
Days NC GC AC GA Al GAI

1 19.5 16.6 21.6 18.7 16.4 20.6
+6.62 10.61 &=1.17 £1.43 £2.43 +4.87

2 15.5 19.23 16.6 23.0
+1.44 2.54 3.18 +4.43
3 27.2 16.6 20.11 19.4
£3.49 +0.70 +£2.49 £0.5
4 20.5 15.8 13.0 20.2
+1.44 30.68 £0.91 +0.88
5 18.0 9.5 18.0 17.0

+1.79 +0.63 £6.78 +1.44

3) 8= Total Cholesterol2f

Zh7kel AQLol AL A2 AAd49 e cholesterol
ARt ALY ACTAAE 138mg%=
T FgkoH(Table ).
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A AR RS Ft] A= A4S} FALEE ghol
Z AgTelA AFHAL fAALE H3dE v
A @ gkek(Table 1V).

Table IIL. Changes of Cholesterol in Each Group.

Treatments
Days NC GC AC GA Al GAI

1 65.2 839 79.2 80.5 71.3 64.1
+0.24 10.65 *4.63 £4.28 £5.15 +3.74

2 85.3 89.2 76.0 86.0
+2.5 £5.09 £2.0 =+8.09
3 138.0 90.6 95.6 78.0
+5.08 £5.80 £1.68 +3.74
4 152.5 96.6 95.0 86,0
+2.66 16.45 £6.45 +6.0
5 85.0 80.0 83.0 9.0

+6.45 £4.08 £5.85 +0.94

Table IV. Changes of G.0.T in Each Group.

Treatments

Days NC GC AC GA Al GAI

1 52.2 53.3 59.6 48.0 46.0 54.6
4-1.18 +0.38 +0.92 4-0.84 40.70 =41.33

2 56.3 61.3 53.8 56.0
+1.42 £1.15 #0.95 +0.32
3 52.8 44.0 54.6 55.2
+1.13 +2.14 £1.65 +2.05
4 53.6 53.2 53.2 54.0
+0.20 =£0.25 +0.20 +0.70
5 52.4 53.2 53.7 53.6

+0.73 £1.22 40.80 4:0.50
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