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Changes of glucagon and somatostatin in T2DM patients XU Lin, XIAO Zheng-hua, CHEN Ding-yu. Depart-
ment of Endocrinology, the First People’ s Hospital of Guangzhou, Guangdong 510080, China

[ Abstract] Objective To test the level of serum insulin (INS), C-peptide (C-P), glucagon (GLC) and
somatostatin (SS) in the type 2 diabetes mellitus( T2DM) patients and the control group in order to find out the pos-
sible mechanisms of pancreas islet function impairment in T2DM patients. Methods Forty T2DM patients were used
as T2DM group and 19 healthy subjects as control group. All subjects fasted for 10 hours, and received 75 g oral glu-
cose tolerance test( OGTT) at 07 ;00 hrs. Then the level of PG, INS, C-P, GLC and SS were tested at baseline, 30
mins and 120 mins after oral glucose. The level of PG, INS, C-P, GLC and SS were compared between 2 groups sta-
tistically. Results (1) Compared with the control group, the level of INS and C-P decreased significantly in T2DM
group( P <0.05). (2) The level of GLC at different time point was higher in the T2DM group than that in the control
group( P <0.01). (3) The SS level at 30 and 120 mins after glucose intake in the T2DM groups were significantly
higher than that at baseline compared with the control group, the SS level was lower at 30 mins (P <0. 05) and higher
at 120 mins( P <0.01) in T2DM group. Conclusion Compared with healthy people the level of the INS and C-P de-
creased and the level of GLC increased in the T2DM patients. The secretion of the SS in T2DM patients is disorderly.
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