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Abstract: Objective To establish mouse model of type 2 diabetes, and to investigate the effects of different effective
parts of Cortex Mori on sugar and lipid metabolism and on the histology of the femora. Methods Seventy male C57BL/6
mice were evenly randomized into 7 groups with reference to their weight and blood glucose levels, namely normal

control group, model group, metformin group, Morus total flavonoids group (MTF), Morus total alkaloids group
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(MTA ), Morus total polysaccharides group(MTP), Morus extract group(ME ). On high—fat diet feeding week 7, blood

glucose and lipid levels of mice were detected. On week 8, mice were fed with high—fat forage and were given
intraperitoneal injection of streptozotocin (STZ) to induce diabetes. On week 9, mice blood glucose and lipid levels
were detected again. On week 10, blood sampling from the eyeballs, organ removal and the femora sampling were
performed after etherization. And then we tested the levels of fasting blood glucose(FBG ), triglyceride(TG ), total
cholesterol (TC) and low density lipoprotein—cholesterol(LDL-C ), and prepared femoral pathological section. Results

Compared to the normal control group, the blood glucose and lipid levels of the model group were significantly elevated
(P<0.01). In comparison with the model group, mice weight fed with high—fat forage was much controled in MTF and
MTA groups (P < 0.05, P < 0.01), and MTF had obvious effect on decreasing the levels of FBG, TG, TC and
LDL-C(P < 0.05, P<0.01), MTA remarkably lowered FBG, TC and TG levls (P < 0.05), and MTP distinctly
decreased TC and TG levels (P < 0.05). The uric acid and total bilirubin levels of MTF and MTA groups were lower
than those of the model group(P < 0.05). The pathological section of femoral showed that the normal control group had
no pathological changes, while the model group had various degrees of deformation, and were accompanied by changes
in bone mineral density. Three cases of MTF group had various degrees of pathological changes. Conclusion
Hypoglycemic effect of different effective parts of Cortex Mori has been shown in this study. MTF has the most obvious
effect on improving the indexes of diabetic mice and has inhibitory effect on diabetic osteoporosis and bone lesions.
MTA comes next, and it also has markedly effects on improving FBG, TC and TG. The effect of MTP is inferior to that
of MTF and MTA, and it can also improve mice TG and TC levels. ME has no effect on the the observation indexes,
which is probably due to the medication dose and extraction method.

Keywords: Cortex Mori; Morus total flavonoids; Morus total alkaloids; Morus total polysaccharides; Morus exiract;

Diabetes mellitus; Streptozotocin
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7 9 A 71 9 70 9JA
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B 10335177 2136£135 47550207 546+052" 076£010" 1755072
PIMEZG4 898163 1439£62% 42250394 537040 0.58+0.99% 0.900.18%
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e SIEWTEAIE, TP <0.01; SEELE, 2P <001,
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Figure 1 The plasma level of FBG, TC and TG in different

mice groups
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Figure 2 The plasma level of FBG., TC, TG and LDL-C in

different mice groups
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Figure 3 The plasma level of UA and TBIL in different mice

groups
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Figure 4 The pathological section of femoral on week 10(HE x 4)
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Sedative Effect and Antimigraine Mechanism of Qilong Toutong Granules
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Abstract: Objective To study the sedative effect and antimigraine mechanism of Qilong Toutong granules (QLTT),
as well as its actions of activating blood and dissolving stasis. Methods Experimental animals were randomly divided

into 6 groups, namely blank group, Zhengtian pills(ZTP), diazepam group(or model group), and high—, medium—
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