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Association Between Coronary Heart Disease with Blood Stasis Syndrome and DNA

Methylation / Hydroxymethylation and Related Research Advances
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(Abstract] Coronary heart disease (CHD) is a complex disease with polygenic abnormalities caused by the interaction
between genetic and environmental factors, and blood stasis syndrome is one of the most common syndromes of CHD. With
the development of epigenetics of CHD, DNA methylation and demethylation are one of the important forms of modification in
epigenetics and are involved in the pathophysiological changes of many diseases. Some studies have shown that DNA methylation
in epigenetics is closely associated with the development and progression of cancer and atherosclerosis. As a key intermediate link
of DNA demethylation, DNA hydroxymethylation is also involved in gene expression regulation and is closely associated with
the development of cancer and mental diseases. The previous studies of our team have shown that DNA methylation is one of the
pathogeneses of CHD with blood stasis syndrome. Based on the mutual transformation between DNA methylation
and hydroxymethylation, DNA hydroxymethylation may also be closely associated with cardiovascular diseases; the development and
progression of CHD with blood stasis syndrome may be closely associated with the transformation between 5-methylcytosine and
5-hydroxymethylcytosine.
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