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Abstract: A high percentage of the mammalian genome consists of non-coding RNAs
(ncRNAs). Among ncRNAs two main subgroups have been identified: long ncRNAs
(IncRNAs) and micro RNAs (miRNAs). ncRNAs have been demonstrated to play a role in
a vast variety of diseases, since they regulate gene transcription and are involved in
post-transcriptional regulation. They have the potential to function as molecular signals or
as guides for transcription factors and to regulate epigenetic modifiers. In this literature
review we have summarized data on miRNAs and IncRNAs and their involvement in

dyslipidaemia, atherosclerosis, insulin resistance and adipogenesis| Outlining certain ncRNAs

as disease biomarkers and/or therapeutic targets, and testing them in vivo, will be the next
steps in future research.
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MicroRNA-27b Is a Regulatory Hub in Lipid
Metabolism and Is Altered in Dyslipidemia
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Effect of miRNA-10b in regulating cellular steatosis level by
targeting PPAR-o expression, a novel mechanism for the
pathogenesis of NAFLD
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Expression of miR-33 from an SREBPZ2 Intron Inhibits
Cholesterol Export and Fatty Acid Oxidation™
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MiR-146a inhibits oxidized low-density lipoprotein-induced lipid accumulation
and inflammatory response via targeting toll-like receptor 4
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MicroRNA-125a-5p partly regulates the inflammatory
response, lipid uptake, and ORP9 expression in
oxLDL-stimulated monocyte/macrophages
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Long noncoding RNAs regqulate adipogenesis
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