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Correlation between Glucagon and Type 2 Diabetes Mellitus. Liu Yanjie , Zhang Lixia,Yuan Jinlei,et al. The First Affiliated Hospital of
Zhengzhou University ,Henan 450052 , China

Abstract Objective To investigate the variation of plasma glucagon,blood sugar,C — peptide in patients with type 2 diabetes mel-
litus and dynamic relationship between them, and analyze the variation of lipid, BMI of type 2 diabetes patients. In addition, to analyze
the correlation between glucagon and disease course,age, BMI, fasting blood glucose, glycosylated hemoglobin and lipid. Methods Sub-
jects in healthy control group and diabetes group do an oral glucose tolerance test respectively after measuring height and weight on an
empty stomach in the early morning, then those of both group were tested for plasma glucagon,blood glucose and C — peptide at fasting and
30, 60, 120 and 180 minutes after sugar load. The correlation analysis was made between glucagon and C - peptide , glycosylated hemoglo-

bin and lipid. Results In both group, C - peptide and glucagon level was up and down with glucose. Diabetes group, fasting and post-
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prandial plasma glucagon level was higher than those in control group (P <0.05). BMI,CHOL,TG and LDL level in diabetes group were

higher than those in control group, while HDL level was on the contrary. In diabetes group, disease course,age, BMI, glycosylated hemo-

globin, FBG,CHOL, TG and LDL had positive correlation with glucagon, however, HDL had negative correlation with glucagon. Conclu-

sion The absolute or relative secretion of increased glucagon is one of the factors that lead to hyperglycemia in patients with type 2 diabe-

tes.

The relationship between glucose, C — peptide and glucagon is promoting secretion mutually. In diabetes group, with the growth of dis-

ease course,age and lipid level,the islet B — cell function damaged accompanied with high secretion of a — cell. In order to make blood

glucose control at target easier, we need to protect § — cell function and pay attention to controlling a — cell function at the same time.

Key words Glucagon; Type 2 diabetes; C - peptide
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