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[ Abstract] Activation of protein O-linked B-N-acetylglucosamine ( O-GlcNAc) modification in heart is often associated with the
changes in cell metabolism,the acute increase of protein O-GlcNAc modification protects the heart from ischaemia reperfusion injury,but the
continuous activation of O-GlcNAc modification is harmful to cardiovascular function, resulting in multiple cardiovascular diseases, like
arrhythmia , heart failure , diabetic cardiomyopathy,and vascular disease,which is related to the changes in myocardial calcium signal, muscle
proteins , transcription factors, endothelial nitric oxide synthase ,microRNA ,and other mechanisms. This article mainly summarizes the research

progress on the cardiovascular injury effect and mechanism of O-GleNAc modification, aiming to provide new insights and drug therapeutic

targets for the treatment of cardiovascular diseases.
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