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Nuclear receptors and lipid metabolism
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Abstract: Nuclear receptors (NRs) are ligand-activated transcription factors that regulate the activation of a
variety of important target genes. Recently, studies focusing on the regulation of lipid metabolism by nuclear
receptors have gained increasing attention home and abroad. As NRs play major roles in the regulation of lipid
metabolism, glucose homeostasis, and inflammatory processes, they are considered as ideal targets for the

treatment of cardiovascular diseases. This paper briefly reviews the researches on the regulation of lipid

metabolism by nuclear receptors.
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