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PATHOGENESIS OF PARVO B19 (B19V) INDUCED INFLAMMATORY CARDIOMYOPATHY (DCMI)
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Chronic viral cardiomyopathy (CVC) may cause progression of left ventricular dysfunction and is an important cause of dilated cardiomyopathy. Ensuing myocardial damage not capable of regeneration depends on the scale of the virus infected cells which increases with growing virus dispersion, distinct virus-specific infection sites within the myocardium, and as a consequence of the antiviral immune response. Consequently both virus persistence and virus clearance may occur at the expense of a loss of infected cardiomyocytes not capable of regeneration and thereby contribute to a later progression of the disease, adverse long-term prognosis, and finally for a clinical picture consistent with irreversible dilated cardiomyopathy. Aside from enteroviruses (EV) and adenoviruses (ADV), parvovirus genomes have recently been found in high frequencies in patients with myocarditis and dilated cardiomyopathies. Previously, parvovirus B19 has been considered the only variant of the genus erythroviridiae in human heart disease. Only recently it has been recognized that another erythrovirus subtype, erythrovirus genotype 2, constitutes the major erythrovirus genotype detected in cardiac tissue. It is currently unknown whether these two genotypes exert different pathogenic mechanisms human disease. Different infection sites among cardiotropic viruses have been confirmed by in situ hybridization studies which localized enteroviruses within cardiomyocytes or fibroblasts whereas erythrovirus genomes have been detected in the vascular endothelium. Vascular endothelial infection is associated with endothelial dysfunction, vascular spams and heart failure symptoms despite often regular systolic function. In 12 to 15% of myocardial tissues replication of both erythrovirus genotypes is detectable and recent in vitro observations have shown that antiviral treatment can inhibit parvovirus replication in human endothelial cells. This may explain why interferon treated patients improve clinically despite incomplete erythrovirus clearance. 
Although respective data from larger follow-up cohorts are currently missing, one may suggest that distinct infection sites such as cardiac myocytes or endothelial cells, different erythrovirus subtypes and the frequency of replicating erythroviruses may elicit different pathogenic mechanisms in infected solid organs and exert distinct responsiveness to any antiviral study medication.

