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Association of histone methylation modification with cardiovascular diseases
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[ABSTRACT] Histone methylation modification, as one of the post-translational modifications, has been increasingly
shown by studies to play a crucial role in the development of cardiovascular diseases (CVD).  Due to its reversibility, tar-
geting related modifying enzymes is expected to provide new strategies for the clinical diagnosis and treatment of CVD.
This article reviews the relevant methylation modifications and their important regulatory mechanisms in CVD, and discusses
the research progress of histone methylation inhibitors in the cardiovascular field.
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Figure 1. Histone methylation modification and related modification enzymes
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Figure 2. Pathways of histone methylation and its modifying enzymes involved in ventricular remodeling
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Figure 3. Pathways of histone methylation and its modifying enzymes involved in ischemic cardiomyopathy
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Figure 4. Pathways of histone methylation and its modifying enzymes involved in As and aortic aneurysm
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Table 2. Research progress of histone methylation-related inhibitors in CVD
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