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Clinical research on exenatide treatment used to improve the lipid metabolism and attainment rate of blood
lipid in type 2 diabetes patients

HU Yan-jin, XU Yuan, LIU Jia, DONG Xue-jie, WANG Guang*
( Department of Endocrinology, Beijing Chaoyang Hospital, Capital Medical University, Beijing 100020, China )

[ Abstract] Objective: Exenatide is an anti-diabetes drug of glucagon-like peptide-1 receptor agonist. Besides of the anti-
diabetes effect, exenatide also has potential therapeutic effects on lipid metabolism. The purpose of present research was to
investigate the effects of exenatide on the metabolism of glucose and lipid in newly diagnosed type 2 diabetes patients. Methods: A
total of 48 newly diagnosed over weight T2DM patients were recruited from the endocrinology departments of Beijing Chao-yang
Hospital. The changes in plasma metabolic parameters of glucose and lipid were measured before and after exenatide treatment.
Results: After the 12 weeks treatment of exenatide, HbA1C level was significantly lower than baseline [ (9.81+2.13) vs (6.44+0.83),
P<0.01]. Non-high density lipoprotein cholesterol (non-HDLC) level was significantly lower than that before treatment[ (4.13£1.31)
vs (3.44+0.98), P<0.01]. Low density lipoprotein cholesterol (LDL-C) [ (3.13+0.92) vs (2.84+0.87), £<0.05] and Apo B [ (0.92+0.26)
vs (0.86+0.29), P<0.05] were significantly lower than that before treatment. After the treatment, the attainment rate of LDL-C, non-
HDLC and triglyceride (TG) were elevated. The difference of non-HDLC (29.2% vs 54.2%, P<0.05) and TG (33.3% vs 58.3%,
P<0.05) were significant before and after treatment. Conclusion: Exenatide could be used to control plasma glucose and decrease
body weight effectively, and to improve lipid metabolism of type 2 diabetic patients at the same time. The effects may protect patients
from cardio-vascular events.
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