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4) ¥ 9 ¥4 daed HF

g3 Glucose oxidaseoez EAsE 1
AeYUE mouse insulin assay kit (Daiichi
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& AMESi] 340 nmelld 7 &3x H3E
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(B)-(C)=hexokinase 8422 A4t} 54
of 2ok FEstA &7l Al D-[U-YC)
glucose (1900-1920 dpm/nmol) 2%-8] YA ==
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Table 1. General characteristics of control diabetic mice

Normal Control Rhois Galla

Body weight(g) 131*14 22132+ 161£22
Diet intake(g/day) 252052 . 36=%12 3.0X06
Serum glucose {mg/1)

feed 144.4=182 235.2+62.1 1783+127

fast 56265 190.4 £48.7+ 1345+17.5%
Plasma insulin (nU/mb)

feed 42567 102574 76.1+59

fast 264%32 728+47* 432%6.1

Values are mean = SE. for 20 animals.

* © significantly different from normal mice at P<0.05 by t-test.
# : significantly different from control mice at P<0.05 by t-test.
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&48 #d B-celll W& glucokinase %
hexokinase 4& F7M7e FE£E e
o] IDDMell® A7} 3lE Aoz o7
Cytokine2 A& &% Zx#(IDDM)e
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e ¥ Hold duwez A ZAMZE
AEF w24 AMEoa BEujgcH40). Cytokine
o] A%< interlevkin-18 (IL-1p)e #AF =A
oo} A& E8]9} fcellfl diF MX =
g BRHoE A3 HIo B 479

el Hm ATH394049). AF E=AXE

IL-1Befl FAARE 3x) 224718 dad

o1& AeAAIARE ZAEBAT FE) xE

AFIE Qled ol YT M8h(33,53,

= QO MNormg! m -8 ® R-G ofter i -18

l? G.3 - .

>5 0.2 o

5 oo

Sl

> (SR 1 2 10 bl &g
Tiers in)

Fig. 1. Effects of IL-1B on the glucokinase
activity in pancreatic cells.
Glycolylic enzyme activity was
assayed In pancreatic tissues as
described in  experimental  section

and was calculated by least squares
regression analysis.

Results are means *

SE. for 20

animals.  * ! significantly different
from normal mice at P<0.05 by
t-test. #  significantly  different

from 1L-18 mice at P<0.05 by t-test
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Fig. 2. Effects of IL-1B on the hexokinase
activity in pancreatic cells.
Glycolytic enzyme activity was
assayed 1n pancreatic tissues as
described in experimental section

and was calculated by least squares
regression analysis.

Results are means =

SE. for 20

animals.  * : significantly different
from nommal mice at P<0.05 by
t-test. # > significantly different

from IL-18 mice at P<0.05 by t-test
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= Abstract =

Effect of Rhois Galla extract on pancreatic glucokinase and hexokinase
activities of interleukin-1B-induced diabetes mellitus mice

Hyung-ll Choi - Ji-=Cheon Jeong - Cheorl-Ho Kim*

Department of Internal Medicine + Department of Biochemistry and Molecular Biology”,
College of Oriental Medicine, Dongguk University

We investigated the in vivo effect of an aquous extract from Rhois Galla (R-G)} on glucokinase
and hexokinase activities of diabetes mellitus induced by interleukin-10 (IL-18). After 1 week of
alloxan injection, the levels of serum glucose and insulin secretion were dramatically increased,
however, the insulin secretion was decreased with administration of R-G. IL-1B injection allowed
the serum glucose level increased and the level was decreased by R-G administration.
Furthermore, we could observe that R-G was effective in recovering the levels of insulin
secretion. Enzyme activities of the glucokinase and hexokinase were decreased by I1L-1B
treatment. In contrast, R-G administration to the mice allowed proportion increasing. Seemingly,
when IL-18 was injected to the mice, enzyme activities of the glucokinase and hexokinase were
decreased. But, R-G stimulated induction of enzyme activities of the glucokinase and hexokinase

as high as normal group. These results suggested that R-G is highlv effective in treatment of
diabetes mellitus.

Key Words : Interlenkin, Rhois Galls extract, diabetes mice, Glucose metabolism
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