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The pathological role of Tenascin-C in the development of myocarditis
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Tenascin-C (TNC), an extracellular matrix glycoprotein is sparse in the normal
adult heart. TNC expresses under pathological conditions, and is closely associated with tissue injury
and inflammation. However, the pathophysiological role of TNC in the development of myocarditis is not
clear. We examined how TNC affects the initiation of experimental autoimmune myocarditis,
immunologically.

We found that TNC-KO mice were protected from severe myocarditis compared to WT mice. TNC induced
synthesis of IL-6 in dendritic cells (DCs) via activation of a TLR4, which led to Thl7 cell
differentiation and exacerbated the myocardial inflammation. In the transfer experiment, DCs loaded with
cardiac myosin peptide acquired the functional capacity to induce myocarditis when stimulated with TNC;
however, TNC-stimulated DCs generated from TLR4-KO mice did not induce myocarditis in recipients.

¥Egz, TNC aggravates autoimmune myocarditis by driving the DC activation and Thl7 differentiation via
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