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Effect of Ginsenosides Rbl on the Prevention of Olanzapine — induced Adverse Metabolic Effects in Rats. Zheng Hui, Song Xueqin, Cai
Donglian , Lii Luxian,Feng Xiaohui,Lin Ning,Jin Di. Department of Clinical Nutrition, Chang Hai Hospital, The Second Military Medical
University, Shanghai 200433, China

Abstract Objective To investigate the effect of ginsenosides Rbl on preventing olanzapine — induced metabolism disorder in rats.
Methods Fifty female SD rats were randomly divided into 5 groups:olanzapine 2. 0mg/kg, olanzapine 2. 0mg/kg plus Ginsenosides Rbl
2.5mg/kg, olanzapine 2. 0mg/kg plus Rb1 5.0mg/kg , olanzapine 2. 0mg/kg plus Rbl 10mg/kg and control group. All drugs were ad-

ministered via the intraperitoneal route (ip). Body weight, abdominal fat, blood glucose, lipids levels and insulin sensitivity index were
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assessed. Results After 21 days of treatment, administration of Rbl 10 mg/kg decreased abdominal fat , reduced blood glucose , insu-

line and triglyceride levels as compared with olanzapine alone. Rbl 2.5mg/kg or Smg/kg was ineffective. Conclusion Our data suggest

that ginsenoside Rb1l may prevent olanzapine — induced metabolism disorder in rats.
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