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Research progress on interferon regulatory factors and atherosclerosis
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Abstract

Atherosclerosis (AS) is a disease characterized by lipid accumulation and inflammation in large
arteries, which can ultimately result in clinical complications such as myocardial infarction and stroke.
The pathogenesis of atherosclerosis is complex, involving various cell types, including smooth muscle
cells, endothelial cells, and macrophages, which interact in intricate ways. Members of the interferon
regulatory factor (IRF) family were initially identified as transcription factors primarily involved in host
defense and the transcriptional regulation of interferon (IFN) genes. Recent studies have highlighted
the close association between IRF family members and the pathogenesis of cardiovascular diseases.
This review summarizes the current research progress on the roles of IRF family members in the
pathogenesis of atherosclerosis.
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