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[ Abstract ] Exosomes are nanosized secreted vesicles with phospholipid bilayers, which play important roles in cell-to-cell communi-

cation. Exosomes can be released by various cells and transport protein and RNA effectively between cells. Recent studies discovered that exo-

somes derived from stem cells exerted anti-apoptosis, cardiac regeneration and neo-vascularization effect, which are considered as novel mo-

lecular mechanisms of therapeutic potential of myocardial infarction. This review mainly summarizes the recent advances in research and dis-

cussed exosomes as a novel approach in the treatment of myocardial infarction in the future.
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Research Advances in the Role of Galectin-3 in Myocardial Infarction

YAN Jing, CHANG Jing

( Department of Cardiology, The First Affiliated Hospital of Chongqing Medical University, Chongqing 400016, China)

[ 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.

[ Key words ] Galectin-3; Myocardial infarction; Cardiac remodeling; Myocardial fibrosis
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