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Analysis of Thyroid Dysfunction in Patients with Type 2 Diabetes Mellitus Complicated with Coronary Heart Disease and the Correlation be-
tween Thyroid Function and Glycemic Control Indexes. Ren Xuan, Zhang Tao. Department of Endocrinology and Metabolism, Lanzhou U-
niwersity Second Hospital, Gansu 730030, China

Abstract Objective To compare the clinical features and thyroid function differences between patients with type 2 diabetes melli-
tus (T2DM) and type 2 diabetes mellitus complicated with coronary heart disease (CHD) , and to explore the influence of the combination
of coronary heart disease on the thyroid function of T2DM patients and the glycemic control of T2DM patients under different thyroid func-
tion states. Methods Using a retrospective case — control study, 168 patients with type 2 diabetes were divided into a simple type 2 dia-
betes group (T2DM group) and a combined coronary heart disease group (T2DM + CHD group) according to the combination of coronary
heart disease or not. The differences in thyroid function between the two groups and the glycemic control indexes of T2DM patients when
thyroid function is abnormal were compared; and the correlation between thyroid function indexes and glycemic control indexes were evalu-
ated. Results Compared with the T2DM group, T2DM + CHD group had higher TSH and lower FT,, and the differences were statisti-
cally significant (all P <0.05). The prevalence of thyroid dysfunction in this group was significantly increased, with TPO - Ab positive
subclinical hypothyroidism as the main type. Compared with T2DM patients with normal thyroid function, T2DM patients with thyroid dys-
function had a significantly prolonged course of disease, and FPG, 2hPG and HbAlc were significantly increased (all P <0.05). There
was a positive correlation between TSH levels and HbAlc¢ in patients with T2DM, and a negative correlation between FT, and HbAlc.
Conclusion Patients with T2DM and coronary heart disease have a higher prevalence of thyroid dysfunction, and TPO — Ab - positive
subclinical thyroid dysfunction is the most common type. When combined with thyroid dysfunction, the glycemic control tends to be more
poor, suggesting that poor glycemic control may be related to the occurrence of thyroid dysfunction.

Key words Type 2 diabetes mellitus; Coronary heart disease; Subclinical hypothyroidism; Autoantibodies
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