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Fig.1 The regulation pathway of dietary nutrients on

DNA and histone methylation
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Effects of Dietary Nutrients on DNA Methylation and Their Mechanisms

QIU Min DONG Guozhong® WANG Xi

( Chongqing Key Laboratory of Forage and Herbivores, College of Animal Science and
Technology, Southwest University, Chongging 400716, China)

Abstract; Dietary nutrients such as vitamin B, choline, energy, protein, mineral elements, and so on can af-
fect DNA methylation. The effects of nutrients on DNA methylation are by means of the one-carbon cycle.
This paper reviewed the effects of vitamin B ( folate and vitamin B,,) , choline, energy, protein and mineral
elements on DNA methylation and the possible mechanisms in order to provide new ways to regulate nutritional
metabolism and performance of livestocks. [ Chinese Journal of Animal Nutrition, 2013, 25(12) . 2824-
2832 ]
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