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Research progress in the treatment of myocardial infarction with mesenchymal stem cell transplantation L/U
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[ Abstract] Coronary atherosclerotic heart disease is the most common type of organ lesions caused by athero-
sclerosis, among which myocardial infarction caused by myocardial ischemia, hypoxia or necrosis due to coronary artery
stenosis or occlusion poses a serious threat to human health. In recent years, studies show that mesenchymal stem cells (MSCs)

transplantation has achieved a certain effect in the treatment of myocardial infarction, but there are still some problems

and controversies. This paper reviews the biological characteristics, mechanism of action, problems and prospects of MSCs.
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[ Abstract ]

fests as abnormal glucose metabolism during pregnancy and causes profound effects on pregnant women and their fetuses.

Gestational diabetes mellitus( GDM) is one of the common complications of pregnancy, which mani-

Physiological changes in the number and type of intestinal flora occur during pregnancy, and numerous studies have showed
that changes in the diversity and abundance of intestinal flora are potential contributing factor to the development of GDM.
In this paper, we review the literature on the changes in intestinal flora of women with GDM.
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