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[ Abstract ] Direct cardiac reprogramming refers to the technique of transforming fibroblasts into functional cardiomyocytes.
Transcription factors were first applied to direct reprogramming. Subsequent studies have shown that microRNAs and some small molecules
show great potential for optimizing the technology. In recent years, direct cardiac reprogramming technology has continued to develop, making
breakthroughs in the study of diseases such as myocardial infarction and heart failure. In this paper, we will review the research of direct

cardiac reprogramming in recent years, and look forward to the prospect of direct reprogramming for the treatment of heart disease and explore

a new idea of cardiovascular disease treatment.
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Endovascular Treatment for Ascending Aortic Dissection

LI Tao,FENG Rui,ZHOU Jian, JING Zaiping

( Department of Vascular Surgery, Changhai Hospital, Navy Medical University, Shanghai 200433, China)

[ Abstract ] Ascending aortic dissection is life-threatening. Many patients with advanced age and complications cannot tolerate the

classical thoracotomy for artificial vessel replacement, which requires more minimally invasive endovascular treatment. This article reviews

the morphological characteristics of ascending aorta, endovascular treatment of ascending aortic dissection and intervention of adverse

reactions and complications.

[ Key words ] Ascending aortic dissection; Endovascular repair; Endovascular complication; Morphological characteristics
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