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[ Abstract] Diabetic cardiomyopathy is one of the serious complications of diabetes mellitus. Abnor-
mal myocardial glucose metabolism is an important link to its occurrence and development, which is mainly
manifested in the decreased ability of the myocardium to take up glucose. A large number of studies have
shown that there may be different degrees of abnormal glucose metabolism related to the early manifestation of
cardiac disease before the onset of diabetes. Glucose transporter (GLUT) is an important carrier of glucose
uptake in myocardium. Signal pathways such as PI3K/Akt, AMPK, and MAPK can regulate the expression
of downstream molecules GLUT. In the condition of impaired glucose tolerance and diabetes, the PI3K/
Akt, MAPK, and AMPK signal pathways in myocardium are damaged. If the GLUT expression is de-
creased, the heart muscle’s ability to take up glucose will also decrease. Studies have shown that under dif-
ferent glucose tolerance states, the heart muscle’s resistance to hypoxia is different, and the ability of the
heart muscle to take up glucose is different. In this paper, the ability of hypoxic and non-hypoxic myocardi-
um to take up glucose under different glucose tolerance conditions was reviewed to provide clinical ideas for
early intervention of diabetic cardiomyopathy.
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