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Hypoglycemic Effects of Shanmai Capsules

FU Shu-jie', HUANG Xing-zhen', HUANG Zeng-giong', WU Ling-ling', LONG Feng-ming®, WEI Xiu-zhi’, JI-
ANG Wei-zhe' (1.School of Pharmacy, Guangxi Medical University, Nanning 530021, China; 2.Hechi Munici-
pal First People’s Hospital, Guangxi Hechi 546300, China)

ABSTRACT OBJECTIVE: To investigate the hypoglycemic effects of Shanmai capsules. METHODS: Diabetic model of mice
was induced by disposable intraperitoneal injection of alloxan (190 mg/kg). Model mice were divided into normal control group
(constant volume of distilled water) , model group (constant volume of distilled water), glibenclamide (1.95 mg/kg) and Shanmai
capsules high-dose, medium-dose and low-dose groups (1.8, 0.9, 0.45 g/kg). They were given relevant medicine intragastrically
once a day for consecutive 6 weeks. Body weight was recorded weekly. Fasting blood glucose were determined at the 2nd, 4th,
and 6th weekend of intragastrical administration. The sugar tolerance test was carried out at the end phase of experiment. The levels
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of glycosylated serum proteins (GSP) and blood serum insulin were determined. The liver glycogen, homogenate protein content,
hexokinase (HK), pyruvate kinase (PK), activities of SOD and GSH-Px and MDA level were measured. The viscera index of
mice were determined. RESULTS: Compared with normal control group, the fasting blood glucose of mice, the area under curve
of the blood glucose and GSP and the content of MDA in model group were increased significantly at 2nd, 4th, and 6th week of in-
tragastical administration; the serum insulin, liver glycogen content, HK and PK activities, homogenate protein content, the activi-
ties of SOD were decreased significantly. The body weight was decreased significantly since 2nd week of intragastical administra-
tion while hepatic and renal index was increased significantly (P<<0.01 or P<<0.05). Compared with model group, the fasting blood
glucose and GSP were decreased significantly in Shanmai high-dose group, while the body weight of mice were increased signifi-
cantly at 2nd week of intragastical administration. The fasting blood glucose and renal index were decreased significantly in Shan-
mai capsule high-dose and medium-dose groups, while the area under curve of blood glucose, serum insulin and liver glycogen con-
tent were increased significantly at 4th week of intragastical administration. The fasting blood glucose, MDA content was decreased
significantly in Shanmai capsules high-dose, medium-dose and low-dose groups, while the activity of HK and SOD was increased
significantly at 6th week of intragastical administration. The activity of PK in Shanmai capsule medium-dose group was increased
significantly. The hepatic index of Shanmai capsule high-dose and low-dose groups were decreased significantly (P<<0.01 or P<<
0.05). CONCLUSIONS: Shanmai capsule can increase the secretion of insulin by improving the anti-oxidation ability and promote
insulin secretion and improving liver HK and PK vitality in order to promote blood glucose to enter the liver cells, glycogen synthe-
sis and accelerate glucose oxidation and decomposition, so that Shanmai capsules can regulate the glucose metabolism, reduce
blood sugar and improve diabetic symptoms in alloxan-induced diabetic mice.
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