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The influence of exenatide in blood uric acid levels of type 2 diabetes patients with asymptomatic hyperuricaemia
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[Abstract] Objective To observe the influence of exenatide in blood uric acid(UA) levels of type 2 diabetes patients with a-
symptomatic hyperuricaemia. Methods Totally 58 voluntary outpatients and inpatients with type 2 diabetes and asymptomatic hy-
peruricemia in the department of endocrinology in Chongging Municipal People’s Hospital and Southwest Hospital from February
2014 to February 2015 were selected. Subjects were randomly divided into two groups:30 cases in the observed group (exenatide
treatment group) ,28 cases in the control group (insulin + allopurinol treatment group). In addition to the original oral hypoglyce-
mic medication treatment,exenatide was applied to the treatment group by a subcutaneous injection of 5 g twice a day for a month,
then it was adjusted,according to the clinical effect.to 10 pg twice a day,within 60 minutes before breakfast and supper. The con-
trol group was subcutaneously injected with dual-phase insulin aspart 30. The initial dose was 0. 2 U/kg. twice a day,and insulin
dose was adjusted according to the monitored blood glucose levels. Allopurinol was also provided to control uric acid level. All pa-
tients were in light diet and were asked to avoid eating seafood three days before the examination. All patients were clinically ob-
served for a period of 12 weeks and 24 weeks. Blood UA levels,adiponectin (APN) ,fasting plasma glucose (FPG) ,body mass index
(BMD) ,insulin resistance index (HOMA-IR) , hemoglobin Alc(HbAlc) levels were tested and compared between groups. Results
In treatment group,after 12 weeks of treatment, FPG,HbAlc and HOMA-IR levels decreased significantly than before,and serum
APN level increased significantly than before. After 24 weeks of treatment, FPG,UA, HOMA-IR,BMI and HbAlc levels decreased
significantly than before. Serum APN levels increased significantly than before. In control group,after 12 weeks of treatment, FPG,
HbAlc decreased significantly than before. But UA and HOMA-IR did not change significantly than before. Serum APN levels de-
creased slightly than before. After 24 weeks of treatment, FPG,HbAlc,UA decreased significantly than before. HOMA-IR and ser-
um APN levels did not change significantly than before. And BMI levels increased slightly than before. Comparing the two groups,
after 24 weeks of treatment,serum APN levels increased significantly in treatment group than in control group. BMI and HOMA-IR
levels decreased significantly in treatment group than in control group. Conclusion Exenatide can not only control blood glucose,
but also reduce the blood uric acid level effectively. And the mechanism of its reduction of uric acid may be related to elevating ser-
um adiponectin levels, enhancing insulin sensitivity,reducing insulin resistance,and reducing weight.
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