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Abstract

Fibroblasts are the main component of the interstitium in the heart and are the major
determinant of cardiac fibrosis. When the myocardium is injured by ischemia, etc., cardiac fibroblasts
are responsible for cell proliferation and the extracellular matrix s production and secretion. Cardiac
fibroblasts also participate in the repair process by differentiating into myofibroblasts, which are cells
involved in inflammatory responses, and this is also a factor in arrhythmogenesis. This review will
focus on the importance of the fibroblast-to-myofibroblast transition and the crosstalk between
cardiomyocytes and myofibroblasts, and outlines the effects they have on myocardial fibrosis and
cardiac arrhythmias.
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