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Abstract

Viral myocarditis (VMC) is a limited or diffuse inflammation caused by viral invasion of the
myocardium, and there is no specific treatment for this disease. More than 30 viruses are known to
cause VMC, such as Coxsackie group B viruses, herpesviruses, SARS-CoV-2, and influenza viruses
etc. These viruses infect the body through the endothelium of the blood vessels or the surface
receptors of the cardiac myocytes, resulting in varying degrees of cardiac involvement. Coxsackie
group B virus, the most common pathogen of VMC, is mediated into the cell by the coxsackie -
adenovirus receptor, which is highly expressed on the surface of cardiomyocytes, to damage

cardiomyocytes and activate immune responses. Studies have shown that impeding viral binding to the
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receptor or downregulating receptor expression directly reduces infection in the body. In recent years,

many new therapeutic targets have been discovered with the development of in-depth studies on the

mechanisms of virus-receptor binding. This article focuses on a review of the progress in the study of

the structure of common viral receptors and their entry mechanisms in VMCs to provide a basis for the

design of antiviral drug candidates and subunit vaccines.
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