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Effect of Compound Semen Granati Oil on Blood Glucose of Type 2 Diabetic Mellitus Mice

LI Yan, GAO Ying, XIN Yongtao, LI Weimin(School of Chinese Herbal Medicine, Guangzhou University of Chinese
Medicine, Guangzhou 510006 Guangdong, China)

Abstract: Objective To investigate the hypoglycemic activity of the compound Semen Granati oil on type 2 diabetic
C57BL/6] mice. Methods Type 2 diabetic mellitus (T2DM) model was induced by intraperitoneal injection of
streptozotocin (120 mg *kg™) in healthy male C57BL/6] mice. The fasting plasma glucose and non—fasting plasma
glucose levels were measured after 3 basic diet feeding for 3 weeks. Mice fed with basic diet were allocated into normal
group. The successfully established experimental diabetic mice models were randomly divided into six groups according
to body mass and blood glucose levels, namely model control group, metformin (130 mg-kg™) group, Semen Granati
oil group(1080 mg-kg™), Fructus Perillae oil group 1570 mg-kg™, high— and low—dose compound Semen Granati oil
group (the combination of Semen Granati oil and Fructus Perillae oil, in the dosage of 1000 , 3000 mg-kg™). The
mice except for the normal group were fed with high—fat diet together and were given intragastric administration of the
corresponding medicine simultaneiously for six months. At the end of experimental month 2, 4, 6, the fasting plasma
glucose was determined, and the rate of hypoglycemic was calculated. At the end of experimental month 2, the
capability of glucose tolerance was observed through oral glucose tolerance test. The insulin level was determined at the
end of experimental mong 4. Results After injection of STZ for 3 weeks, fasting plasma glucose level of diabetic model
group was significantly higher than that of the normal group (P<0.05 or P<<0.01). Compared with the model group,

the fasting plasma glucose and insulin levels were decreased to various degrees in Semen Granati oil group, Fructus
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Perillae oil group, and compound Semen Granati oil groups. In high—dose compound Semen Granati oil group, the

fasting plasma glucose was decreased significantly (P<0.01), glucose tolerance was improved (P<0.05), and the

hypoglycemic activity was superior to that of Semen Granati oil group and Fructus Perillae oil group. Conclusion

Compound Semen Granati oil has obvious hypoglycemic effect, and can reduce the level of insulin and improve the

glucose tolerance.
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Figure 1 Glucose change between before and after STZ peritoneal

injection in mice
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Table 2 Effect of the rate of hypoglycemic in diabetic mice

A no RN T A A B
EwA 18 - - - -
HAIZH 20 - - - -
UL 18 130 17.03 16.35 15.80
AR 18 1080 22.04 19.76 17.94
LA 18 1570 10.27 17.43 2224
ERERIEA 18 1000 13.70 21.76 20.52
HormilEE 18 3000 18.52 29.03 21.03
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Figure 3  Effects of the experimental groups on the insulin in

diabetic mice
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Study on Hepatotoxicity Accompanied with Anti-inflammation Effect of Tripterygium Wilfordii Glycosides
FENG Qun', SUN Rong' (1. Shandong Institute of Chinese Medicine, Ji'nan 250014 Shandong, China; 2. Tianjin
University of Traditional Chinese Medicine, Tianjin 300073, China)

Abstract: Objective The hepatotoxicity of Tripterygium wilfordii glycosides(TWG) in the anti-inflammation dosage

was researched to provide experimental basis for the correlation of efficacy— toxicity. Methods Fifty Kunming mice
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