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Abstract
—

The Effects of Insambackhotang on Mouse with Diabetic Nephropathy
Induced by Alloxan

Kim yeng seong*, Kim chul joong**, Sung hyun jea***

*Dongsin University
#**Taejon University
*#*Korea Institute of Oriental Medicine

To investigate recovery ¢éffects of Insambackhotang, which have been used clinically in diabetes therapny, on kidney

failure of a diabetes-induced mouse by Alloxan administration, body and Kidney weight changes- of mice, BUN, creatinine,
glucose and MDA level in serum, MDA level in kidney tissue.

1. A hyperglyeemia(250-400mg/dl ) mouse 'mduced by Alloxan(75mg/kg ) showed significant decline of kidney function:
increase of BUN and creatinine in serum, excretion of glucose, protein, ketone in urine were observed at4 days after the
{reatment.

2. Increase of the mouse body and kidney weight and 4 ratio of the kidney/body weight of Insambackhotang treated group as
compared to-the control group was significantly. inhibited:

3. The BUN,; creatinine level in serum of Insambackhotang treated group as compared to the control-group were éigniﬁcantly
inhibited. i

4.The MDA level in serum and kidney tissue of Insambackhotang: treated’ group. as compared to: the control group were
significantly inhibited.

Keywords : Diabetic Wephropathy, Insambackhotang, BUN, crewtinine, MDA, alloxan, glucose.
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Table 5. ZHiOf o|5F AES| 2 I CHAZL Setts)
Group AESH TR Slat
(n=5) (mg) (mg/ml)
Control 2347 + 204 0.88 £ 0.09
Alloxan treatment 2048 +16.7% 123 +012%
Alloxan+] treatment 2392 +£223* 094 £0.18*%

* + Values are significanr at p<0.01
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Group (n=5) KW /BW (%)
Control 0.93 £+ 0.05
Alloxan treatment 1.57 £ 0.07*
“Alloxan +1 treatment 0.96 % 0.09*

1: Insambaekhotang
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Control Alloxan  Alloxan+9!

Fig 5. Change of KW/BW by oriental medicine
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(BUN,Creatinine)
Group (n=5) BUN(mg/dl) Creatinine(mg/dl)
Control 13423 027 £ 0.06
Alloxan treatment 24.1 + 3.6 0.44 £ 0.06*
Alloxan+ treatment 165 +2.8* 0.34 £ 0.09*

I : Insambaekhotang

2) 8F glucose¥

Table 89| A1$} 7Ho] AlloxanFololl 98] Fafd
¥ moused] 1o} FA 7} 3198+292mg/dIE 7}
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Table 8. &ttt X4t F0{0f| M2 = glucose = B35}

Group (n=5) Serum Glucose (mg/dl)
Control 168.0 £ 38.7
Alloxan treatment 319.8 £ 29.2*
Alloxan + I treatment 185.9 + 41.5*
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Fig 8. Change of serum glucose by oriental medicien
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Zt AT
MDA(mg/ml)
Group (n=5) Serum Kidney
Control 0.88 £ 0.03 182£0.15
Alloxan treatment 1.20 £ 0.04* 254 £ 0.16*
Alloxan + I treatment 0.90 £ 0.03* 192 £ 0.08*
*: Values are significant at p <0.01
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