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Establishment of Type 2 Diabetes Mellitus Rats Model with High Blood Glucose Fluctuation using Different Glucose Index Diet. Wang Jing-
shang, Huang Ye, Guo Chunyu, et al. Beijing Obstetrics and Gynecology Hospital, Capital Medical University, Beijing 100026 ,China

Abstract Objective To establish type 2 diabetes mellitus (T2DM) rats model with high blood glucose fluctuation using different
glucose index diet. Methods The T2DM models were induced by intraperitoneal injection of streptozotocin plus high fat and high caloric
laboratory chow. Then they were divided into high GI diet group and low GI diet group according to glucose level and body weight level fed
with the fixed time and fixed location. The fasting blood glucose and postprandial blood glucose were measured for five days. General con-
dition, the level of fasting blood glucose (FBG) , serum total cholesterol (TC) , triglyceride (TG) , glucagon and insulin were measured
insulin sensitivity index (ISI), largest amplitude of glycemic excursions ( LAGE) and the mean amplitude of glycemic excursions
(MAGE) were calculated. Results In comparison with Normal group, levels of body weight, serum FBG, TC and TG in high GI diet
group and low GI diet group were all significantly increased (P <0.05, P <0.01), however, there was no significant difference between
those two groups. In comparison with Normal group, levels of glucagon and insulin in high GI diet group and low GI diet group were all
significantly increased (P <0.01), meanwhile ISI was decreased obviously (P <0.01). However, there was no significant difference be-
tween high GI diet group and low GI diet group. In comparison with normal group, levels of MAGE and LAGE in high GI diet group and
low GI diet group were all significantly increased (P <0.01) , and there was significant difference between high GI diet group and low GI
diet group (P <0.05, P<0.01). Conclusion Without impacting the levels of blood glucose, there appeared more obvious blood glu-
cose fluctuation in high GI diet T2DM rats than low GI diet T2DM rats. We can establish T2DM rat model with high blood glucose fluctua-
tion and relative constant high blood glucose by feeding high GI diet and low GI diet successfully.
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