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Abstract: Objective To investigate the changes of postprandial blood lipid after the glucose tolerance test
in type 2 diabetic mellitus (T2DM) patients. Methods A total of 78 T2DM patients and 33 healthy people as
control were enrolled in the study. According to the way of glucose tolerance test, T2DM group was divided in-
to 25 cases of glucose meal and 53 cases of steamed bread meal. According to the medication situation, T2DM
group was divided into 26 cases of using no drug,37 cases of using hypoglycemic drugs and 15 cases of using
both hypoglycemic and lipid-reducing drugs. According to the fasting lipid, T2DM group was divided into 36
cases of normal blood lipids and 42 cases of dyslipidemia. Subjects were bled at 0 h,1 h,2 h and 3 h. Glucose
(GLU) , triglycerides (TG) ,total cholesterol (TC) ,high-density lipoprotein cholesterol (HDL-C) ,low-density
lipoprotein cholesterol (LDL-C) ,apolipoprotein A1 (ApoAl) and apolipoprotein B (ApoB) were detected on a
biochemical analyzer. Insulin (INS) was detected on a chemiluminescence apparatus. The data was analyzed by
the SPSS 22. 0 statistical software. The changes between time points were analyzed by ANOVA. The differ-
ence between the item of each group was analyzed by SNK. Results In both the T2DM group and the control
group,GLU and INS showed a tendency to rise and then fall during the glucose tolerance test. The peak of the
T2DM group appeared at 2 h after meal, the peak of the control group appeared at 1 h after meal. However,
there was no statistically significant change in serum lipids (TG, TC, HDL-C, LDL-C, ApoAl and ApoB) in
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the two groups during the glucose tolerance test(P>>0. 05). After grouping according to OGTT methods,med-

ication scheme and fasting lipid level, there was no significant difference in the blood lipid indicators among the

four time points (P>>0. 05). Conclusion
nificant effect on blood lipid levels during OGTT.
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2 h 6.34+1.42 16.584+5.82 <C0.001
3 h 4.414+1.17  14.24+7.30 <<0.001
TG(mmol/L) 0 h 1.1940. 46 1.75+0.79 <C0.001
1h 1.1740.43 1.76+0.81 <C0.001
2 h 1.1140. 44 1.7740.88 <20.001
3h 1.1340.45 1.78+0.92 <C0.001
TC(mmol/L) 0 h 4,5340.83 4.3140.91 0.221
1h 4,427+0.76 4.28+0. 87 0. 397
2 h 4.37+0.75 4.26+0. 86 0.533
3 h 4,44+0.77 4.3140.91 0.458
HDL-C(mmol/L) 0 h 1.2940.27 1.054+0.31 <C0.001
1h 1.2740. 26 1.0540.29 <20.001
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