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Abstract

Antilipidperoxidative Effects of Morus alba in Diabetic Mice

Lim Seok-rhin
College of Oriental Medicine, Daejeon University, Daejeon, Korea

Morus alba extracttMAE) was tested for its ability to inhibit alloxan induced lipidperoxidation.
Lipid peroxide contents in serum, liver, kidney and heart were measured by the TBA method. ICR
mice receiving alloxan at a dose of 60mg/kg intraperitoneally after a 24hrs starvation showed
significantly increased lipid peroxide contents as compared to untreated control. Lipid peroxide
contents in serum, liver, kidney of alloxan-diabetic mice were decreased by the treatment of MAE

at the dose of 50mg/kg, 100mg/kg for 7 days.
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Table I. Antilipidperoxidative Effect of MAE in
Mice Serum

GROUP MDA % of
(nmole/mg protein)  Normal
NORMAL 0986 * 0,105+
DIABETIC MICE 1173 £ 0.065 119
MAE(50mg/kg) 1133 £ 0.034 115
MAE(100mg/kg) 1.014% 0.089+ 104

All data are the mean * SEM of 6 mice
*= p< 0.05 vs normal group(by student’s t-test)

Table H. Antilipidperoxidative Effect of MAE in
Mice Liver

GROUP MDA ‘ % of
{(nmole/mg_protein) _Normal
NORMAL 0586 * 0,024+
DIABETIC MICE 0.709 * 0.048 121
MAE(50mg/kg) 0685 * 0072 117
MAE(100mg/kg) 0.615 £ 0.039* 105

All data are the mean = SEM of 6 mice
*= p< 0.05 vs normal group(by student’s t-test)
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Table II. Antilipidperoxidative Effects of MAE
in Mice Kidney

GROUP

NORMAL
DIABETIC MICE 1167 + 0.058 147
MAE(50mg/kg) 1.072 £ 0.039+ 135
MAE(100mg/kg) 1.016 + 0.073= 128

All data are the mean = SEM of 6 mice
*= p< 0,05 vs normal group(by student’s t-test)
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