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[ Abstract] Objective To detect the coagulation status of type 2 diabetic patients with different lev-
els of serum uric acid by thrombelastogram. Methods A total of 208 inpatients with type 2 diabetes, from
the Department of Endocrinology of the Second Affiliated Hospital of Nanjing Medical University from Febru-
ary 2016 to December 2017, were divided into normal serum uric acid group (n =108) and hyperuricemia
group (HUA group, n=100) according to their serum uric acid level. Another 102 healthy subjects were
selected as normal control group ( NC group). The thrombelastogram as well as serum lipid, renal function
and conventional coagulation etc were tested. The correlation of serum uric acid and thrombelastogram pa-
rameters was analyzed by Pearson partial correlation analysis. Results Compared with NC group, both nor-
mal serum uric acid group and HUA group showed a hypercoagulable tendency, including a decrease in reac-
tion time (R), coagulation time (K) (F =29.30, 12.63, all P <0.001), and an increase in angle, maxi-
mum amplitude (MA) , and fibrinogen (F =12.52, 13.63, 13.23, all P <0.001). Compared with normal
uric acid group, K in HUA group was lower, whereas angle, MA and fibrinogen were higher ( all
P <0.05). HUA group was further divided into four groups according to gender and uric acid level. The re-

sults showed that compared with Al group (male <440.5 umol/L), R and K were decreased, and angle
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and MA were increased in A2 group ( male =440.5 pmol/L, t=3.46, 2.29, -2.52, -2.34, all
P <0.05). Compared with Bl group (female <452.5 pmol/L), K was decreased, angle and MA were in-
creased in B2 group (female=452.5 pmol/L, 1=2.56, -2.32, -2.07, all P<0.05). There were no
statistically significant differences in platelet counts in all groups. Pearson partial correlation analysis re-
vealed that serum uric acid was negatively correlated with R and K (r= -0.199, -0.284, all P<0.05),
and positively correlated with angle and MA (r=0.269, 0.347, all P<0.01) after controlling age, gen-
der, creatinine, total cholesterol, triglycerides, high density lipoprotein-cholesterol, low density lipoprotein-
cholesterol, hypertension, coronary heart disease and cerebral infarction. Conclusion Patients with type 2

diabetes have hypercoagulable state, and serum uric acid may be associated with hypercoagulability in type 2

diabetic patients.
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R B ] K. %[5 B 8] 5 angle: %E [ £ ; MA . Bt KR 0E; A1 4. % < 440.5 pmol/L; A2 4H: ¥ =440.5 pumol/L; Bl 4.

452.5 pmol/L; B2 4 : % =452.5 pumol/L
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