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Left ventricular remodeling following myocardial infarction (Ml) is a major cause
of heart failure and have high concordance with long-term clinical outcomes. Thus, to investigate the
mechanism of left ventricular remodeling after Ml and prevent it is one of the important clinical issues.
In this study, we showed that an extracellular matrix glycoprotein, Tenascin-C (TN-C) Knock-out mice had
the better cardiac function than Wild type (WT) mice at chronic phase after myocardial infarction. And at
acute phase after myocardial infarction, we showed that ratio of pro-inflammatory macrophage was
significantlﬁ decreased and anti-inflammatory macrophage was significantly decreased in myocardial tissue
of TN-C knock-out mice compared with WT mice.

These findings suggest,TN-C aggravates the deterioration of LV function due to Myocardial infarction in
chronic phase partly through the promotion of inflammation at acute phase.
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