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FFZER R OMEEE (3€30) © After myocardial infarction, bone marrow derived mesenchymal
stem cells are recruited to the damaged lesion and could be involved in myocardial tissue
repair as well as residential fibroblasts. An extracellular matrix molecule, tenascin-C
synthesized by both mesencymal stem cells and residential fibroblasts may accelerate
tissue repair at least partly, by up-regulation of cytokine and chemokine production and
facilitating recruitment of bone marrow derived cells.
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