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Viral myocarditis threatens human health, and its chronic process can develop into dilated cardiomyopathy,
affecting the survival and prognosis of patients. Congenital immunity promises to play an important role in the
invasion stage. Virus-induced extracellular neutrophil extracellular traps (NETs) can regulate the virus and destroy
the host, cause pathological damage and affect the prognosis of viral myocarditis. In this review, we provided
a comprehensive overview of the current research hotspot, that was, whether there was a potential association
between NETs and myocarditis, in order to provide new discoveries that may help improve treatment for viral
myocarditis.
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