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Abstract : Living organisms have antioxidant enzymes, such as superoxide dismutase, catalase & glu-
tathione peroxidase, that protect themselves from the toxic cffect of superoxide free radicals. Some

report says that intracellular oxidation stress is involved in pathogenesis of chronic complications of
diabetes mellitus. This study was performed to evaluate the effect of red ginseng on lipid perox-
idation of red blood cell and antioxidant SOD activity of serum in NIDDM patients. As a result, there
were trends for decrease of lipid peroxidases of RBC and increase of SOD activity of serum in gin-
seng group but that were not statistically significant. Therefore, we suggest long term and large siz-
ed control study is necessary to confirm the protective effects of red ginseng on oxidative damage in

NIDDM patients.
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1.5mM in DW, 89} 5% xanthine oxidase, 10 pU Table 2. Comparison of blood glucose and HbAlc
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Ginseng  133.0£25.7  214.3£83.6 6.5+1.2
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Table 1. Baseline clinical characteristics of ginseng and control groups (Mean=S. D)

(inseng Control P

Number 14 17

Sex (M:F) 6:8 9:8

Age 51.6110.9 504175 0.71
Weight (Kg) 63.7110.7 62.5+9.5 0.74
Height (Cm) 159.24 9.6 161.5+8.1 0.47
FBS (mg/dD 196.8455.0 237.9+78.4 0.11
PP2hrBG (mg/dl) 325.0%£120.0 383.81+143.1 0.25
HbAle (%) 9.0+1.8 10.1+£2.6 0.22
Total cholesterol (mg/dl) 222.4+42.8 202.5+59.1 0.30
Triglyceride (mg/dl 232.24.145.0 226.9+187.8 0.93

HDL cholesterol (mg/dl) 39.1+£6.0 41.6+11.6 0.51
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Table 4. Comparison of changes of lipid peroxidation (nmol/m/ packed RBC) between ginseng and control group
(Mean=+S. D)
Basal 2 weeks 2 months 4 months 6 months
Control 1.11+0.45 (.93+0.30 0.86+0.28 0.92+0.23 1.02+0.26
Ginseng 1.061+0.26 0.9710.29 0.951£0.29 0.89+0.22 0.6810.25
P 0.71 0.69 0.49 0.84 0.11
Table 5. Comparison of changes of serum SOD activi- Aoz Azbxiep ™ a2,

ty(unit) between ginseng and control group
(Mean=S. D)

Basal 2 weeks 2 months 4 months

Control 18.4+13.0 27.30+25.8 17.1+12.3 19.9+11.7
Ginseng 20.5+14.0 23.1%£17.518.2+11.9 26.3+20.4

P 0.69 0.63 0.84 0.46
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