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[ Abstract] Objective To investigate the correlation between serum level of uric acid (SUA) and
insulin resistance in type 2 diabetic patients. Methods A total of 208 patients with type 2 diabetes who
were admitted to the Department of Endocrinology, the Affiliated Hospital of Integrated Traditional Chinese
and Western Medicine, Nanjing University of Chinese Medicine from January 2015 to December 2017 were
included. All patients were divided into normal body weight group[ body mass index(BMI) <25 kg/m* 7],
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over weight group (25 kg/m’> <BMI <28 kg/m’) and obesity group ( BMI=28 kg/m’) according to BMI.
The SUA, total cholesterol, triglycerides (TG) , low density lipoprotein-cholesterol ( LDL-C) , fasting blood
glucose (FBG) , postprandial blood glucose( PBG), HbAlc, and fasting insulin ( FINS) level were meas-
ured. The homeostasis model assessment of insulin resistance (HOMA-IR) was also calculated. Differences
among groups were compared. And according to whether their HbAlc was more than 7% , patients were di-
vided into HbA1c-target-achieved group and HbAlc-target-not-achieved group. Then patients were further
divided into 4 groups (Q1-Q4) according to the quartiles of HOMA-IR and SUA. Correlation between SUA
and blood glucose, HbAlc, blood lipids, insulin and other indicators was analyzed, and linear regression
analysis was also used. Results Compared with normal body weight group, the levels of SUA, HOMA-IR,
FBG, PBG, HbAlc, TG, LDL-C and FINS were increased (F =0.911-36. 668, all P <0.05). SUA, FBG
and PBG in HbAlc-target-not-achieved group were significantly higher than those of the HbAlc- target-
achieved group (t=1.444,2.204,2.083, all P<0.05). From Q1 group to Q4 group, with the increase of
HOMA-IR, the level of SUA, BMI, FBG and TG were gradually increased ( F =2.867, 29. 625, 30. 398,
17.134, all P <0.05). From QI group to Q4 group, with the increase of SUA, the level of BMI, FBG,
PBG, TG and FINS level were increased (F =9.428,8.707,12.409,39.010, all P <0.05). The level of
SUA was positively correlated with FBG (r=0.186, P=0.008), PBG(r=0.234, P=0.009), HbAlc
(r=0.183, P=0.009), TG(r=0.449, P<0.001), FINS (r=0.259, P<0.001), BMI(r=0.239,
P=0.001) and HOMA-IR (r=0.161, P=0.022). Linear regression analysis suggested that TG
(T=3.195,95% CI. 4.213-17.806, P<0.05), BMI(T=2.793, 95% CI. 1.172-6.805, P <0.05)
and HbAlc(T =2.320, 95% CI. 0.693-8.542, P <0.05) were risk factors for the increase of SUA in pa-
tients with type 2 diabetes mellitus. Conclusion The increase of SUA in type 2 diabetes mellitus is associ-
ated with increased insulin resistance caused by obesity and abnormal glucose and lipid metabolism.
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