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[Abstract] Objective To investigate whether C57Bl/6] strain mice can constructing the animal model
of diabetic nephropathy(DN) by high-fat and high-sugar diet combined with streptozotocin (STZ). Methods
The 3-week-old (12—15 g) and 5-week-old (18—22 g) C57Bl/6] mice were selected as the 3-week-old group
and 5-week-old group respectively,12 cases in each group. The two groups were divided into the experiment
group and control group. The experiment group was fed with high-fat and high-sugar diet, while the control
group was given the common diet. The experiment group adopted the high-fat and high-sugar diet for 8 weeks
and the obesity-tolerant mice were eliminated. Then STZ was intraperitoneally injected according to a dose of
50 mg/kg for 5 d. Then the indicators such as the body weight,fasting blood glucose, OGTT test, urine pro-
tein and renal pathology in each group were analyzed. Results Obesity was not induced in the 3-week-old
group after feeding by 8-week high fat and high glucose. In the 5-week-old group,60% of the mice appeared
obese after feeding by 8-week high-fat and high-sugar diet,and OGTT had statistical difference between the
obese mice and the control group (P<C0.01). After 2 weeks of STZ injection, the blood glucose of the mice was
further increased and the symptoms of polyuria, polydipsia and hyperphagia appeared. After 8 weeks of STZ injection,
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the urine protein of mice was negative and there was no obvious abnormality in renal pathology. Conclusion

Obesity can be induced and early diabetic model can be established in 5-week-old C57Bl/6] mice after feeding

by high-fat and high-sugar diet. After 2 weeks of STZ induction, the medium-term diabetic model can be estab-

lished,but it is difficult for this strain of mice to establish a DN model through high-fat and high-sugar diet

combined with STZ.
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