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[ ABSTRACT]

development of diabetic cardiomyopathy (DCM) , which has become a hotspot in current DCM research.

Abnormalities in lipid metabolism induce myocardial structural and functional disorders, leading to the

The transmem-

brane glycoprotein CD36 is a multifunctional membrane protein that facilitates fatty acid transport, which is involved in the

regulation of cardiac lipid metabolism.

CD36 signaling plays a key role in the pathogenesis of DCM mediated cardiac inju-

ries.  This article summarizes the structure of CD36 and its role in specific cell types, and further explores the pathophysi-

ological role of CD36 in DCM, proposing that targeting CD36 may prove to be a potential pharmacological strategy in the

prevention and treatment of DCM.
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Figure 1. The role of CD36 in myocardial cells in DCM
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Figure 2. Distribution and function of drug regulated CD36
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