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Changes of the lipid metabolism in impaired glucose tolerance individuals
BI Xiaoyun , et al
(Department of Clinical Laboratory, College of Clinical Medicine , Chongging Medical University)
[ Abstract] Objective : To discuss the changes of lipid metabolisni in impaired glucose tolerance ( IGT) indivi duals. Methods : 1GT indi-

viduals were divided into four groups by hypertension and obesity (IGT individuals without hypertension and obesity, IGT individuals

with hypertension, IGT individuals with obesity, IGT individuals with hypertension and obesity). Healthy adults were as control.
Serum lipids were tested. Results : Levels of TC, TG, LDL — C, TC/HDL — C of IGT individuals were higher than healthy adults, and

level of HDL — C was lower than healthy adult. Conclusion : The changes of the lipid metabolism of IGT individuals was like diabetic

type 2 individuals.
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