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Dual effect of inflammation and regulation of bone marrow
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Local inflammatory response after myocardial infarction plays a dual role in either leading to cardiac remodeling
and dysfunction via aggravating myocardial ischemic injury or ameliorating cardiac repair by removing necrosis
cells and matrix debris. It has been shown that transplantation of bone marrow mesenchymal cell effectively
inhibits ischemia myocardial injury and promotes cardiac repair induced by inflammatory responses. This review
provided an update on the preclinical experiments about the correlation between the dual role of the inflammatory
response after myocardial infarction and transplantation of marrow mesenchymal cell in inflammation of
myocardial tissue following myocardial infarction.
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