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Changes of sST2 level in different types of heart diseases and its clinical

value in diagnosis and treatment of heart diseases
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Abstract Objective: To observe the changes of serum soluble ST2(sST2) levels in different types of heart
diseases and their distribution in different cardiac function grades Method: The 90 patients with different types of
heart diseases treated in the Department of Cardiology of the first affiliated Hospital of Zhengzhou University from
February 2019 to May 2020 were selected, including 30 cases of dilated cardiomyopathy, 30 cases of coronary
heart disease and 30 cases of non-valvular atrial fibrillation. The 20 healthy subjects in the same period were se-
lected as the control group. The differences of sST2 levels in different types of heart diseases and sST2 levels in
different cardiac function grades(NYHA classification) were compared. Result: Compared with the control group
(17.90 #+7.21) ng/ml, the sST2 of dilated cardiomyopathy and coronary heart disease increased significantly,
were(33.38 £15.46) ng/ml and(27.73 4 12.65) ng/ml, respectively. With the increase of cardiac function
grade, the level of sST2 increased gradually., and there was significant difference between the two groups(P <<
0.05). The accuracy of combined diagnosis of sST2 and NT-ProBNP in the diagnosis of the severity of heart fail-
ure was 92.5%. Conclusion: The level of sST2 is different in different types of heart disease, and it is positively
correlated with the grade of cardiac function.
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Table 2 sST2 levels in different cardiac function grades
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Myocardial bridge and coronary heart disease
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Summary Myocardial bridge is a congenital anomaly of coronary artery, showing that part of coronary artery
runs in myocardium. It is benign lesions and most patients have no clinical manifestations. However, some pa-
tients have symptoms of coronary heart disease such as myocardial ischemia, left ventricular dysfunction, atrio-

ventricular block, sudden death, etc. Therefore. this article reviews the correlation between myocardial bridge and

coronary heart disease.
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