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Evaluation of epicardial adipose tissue thickness of the patients
with type 2 diabetes mellitus by ultrasonography and its
correlation with endothelial function
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Abstract: Objective To evaluate the thickness of epicardial adipose tissue (EAT) of the patients with type 2
diabetes mellitus (T2DM) by ultrasonography and its correlation with endothelial function. Methods Totally 120
cases of T2DM patients were enrolled and divided into two groups: the course of disease was less than or equal 10
years (group B), the course of disease was more than 10 years (group C) and 60 healthy volunteers were enrolled as
normal controls (group A). Ultrasonograhy was used to measure the EAT thickness and the endothelium-dependent
flow-mediated vasodilation (FMD) of the right brachial artery, and the related clinical and laboratory indexes
were obtained. Results The duration of diabetes mellitus, glycosylated hemoglobin, triglyceride and low density
lipoprotein in the group C were higher than those in the group B (P < 0.05). The thickness of EAT in the group C and
the group B were higher than those in the group A (P < 0.05), and the vasodilation function in group B and group
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C was lower than that in the group A (P < 0.05). Vasodilation function was negatively correlated with age, course

of diabetes, glycated hemoglobin, total cholesterol, triglyceride, low density lipoprotein, epicardial adipose tissue
thickness, C-peptide and fasting blood glucose (r = 0.333, -0.743, -0.705, -0.443, -0.819, -0.556, -0.761, -0.400 and-
0.510, P < 0.05). TG and epicardial adipose tissue thickness were independent influencing factors of vasodilation
(P < 0.05). Conclusions With increase of the duration of diabetes, the EAT thickness increased and the endothelial

function decreased. The correlation between EAT and the endothelial function in the T2DM patients can be evaluated

by ultrasonography non-invasively and conveniently.
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X+s) X+s) X+s) (4, X+s5) X+s) X+s)
X HRZH 54.27 +8.32 28/32 24.23+2.56 83.13 +6.89 - - -
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- TG/ (mmol/L,  LDL/ (mmol/L, HDL/ (mmol/L, FPG/ (mmol/L, FINS/ (mU/L, Cfk/ (ng/ml, hs—CRP/(mIU/L,
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