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Glucose and lipid metabolism disorder in olanzapine—induced obesity rats

and its influencing mechanism
Chu Liujie’ ,Gu Zheng' ,Han Yaqiong',Zhang Ruiling’
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College)

[ Abstract]Objective . To investigate the disorder of glucose and lipid metabolism induced by olanzapine in rats and its influencing
mechanism. Methods ; According to the random digits table method,40 healthy adult male rats were divided into the control group and
the observation group,with 20 rats in each group. Rats in the control group were received normal food,while in the observation group
were fed with olanzapine (1.2 mg/kg) on the basis of normal food for continuous four weeks. After four weeks,indicator changes of
body weight, glycemia and lipidemia were compared. Additionally,pancreatic glycometabolism key kinase of glucokinase (GCK) and
glucose transporter—2 (GLUT-2) ,and lipocytes key kinase of peroxisome proliferator activated receptor—y(PPAR<y) and fatty acid
synthase (FAS) were measured. Results ; After four weeks,the weight of rats in the observation group was 23% higher than that in the
control group,and the weight of rats in the observation group was significantly higher than that in the control group from the second
week (P<0.05) ;fasting glucose,total cholesterol, triglyceride and low density lipoprotein (LDL) of rats in the observation group were
significantly higher than those in the control group(P<0.05),but the high density lipoprotein(HDL) of rats in the observation group
was lower than that in the control group(P<0.05). The mRNA expression levels of GCK and GLUT-2 in the observation group were
significantly lower than those in the control group(P<0.05),while the mRNA expression levels of PPAR7y and FAS genes were signifi—

cantly higher than those in the control group (P<0.05). Conclusion : Olanzapine can induce the disorder of glucose and lipid

metabolism in rats,and its mechanism may be related to the
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downregulating key glycometabolic genes of GCK and GLUT-
2,and the upregulating lipocytes differentiation key genes of
PPARYy and FAS.
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