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Research Advances in the Role of Galectin-3 in Myocardial Infarction
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[ Abstract ] As an inflammatory factor, galectin-3 is involved in the process of cell apoptosis, proliferation and regeneration. Recent

studies have found that galectin-3 plays an important role in cardiac remodeling after myocardial infarction and that both have a close relation-

ship. We reviewed the research progress of galectin-3 as a marker of myocardial fibrosis after myocardial infarction in this article.
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