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Summary In recent years, with the development of genome wide association study(GWAS), molecular re-
search, and optical mapping, there are some new advances in the study of hereditary atrioventricular block. At
present. the genetic significance of the classification of atrioventricular block is not clear. The atrioventricular
block may be caused by injury, gene mutation, or related heart diseases, such as congenital heart malformation
and cardiomyopathy. Clinically, the hereditary atrioventricular block concept includes congenital atrioventricular
block. progressive conduction heart disease, and idiopathic atrioventricular block. Here we summarize the recent

molecular and genetic advances on the hereditary atrioventricular block and discuss the broad spectrum of clinical
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phenotypes and diagnostic features observed in hereditary atrioventricular block patients.
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Summary Emergency coronary artery bypass grafting(ECABG) is an effective and major method for revas-
cularization in patients with acute myocardial infarction(AMI) and cardiogenic shock, failed percutaneous coronary
intervention(PCI) , failure coronary angiography, multivessel disease, and coronary anatomy not suitable for PCI.
However, there are still controversies about the surgical indications, timing of surgery, and surgical methods for
ECABG. Based on the guidelines for myocardial revascularization issued by the European Society of Cardiology
(ESC) and the European Association of Cardiothoracic Surgery (EACTS) in 2018, combined with the latest re-
search results, this review discusses the surgical indications, timing of surgery, and the choice of surgical methods
of ECABG.
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