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[Abstract] Atherosclerosis is a chronic inflammatory disease involving

endothelial cells apoptosis, vascular smooth muscle cells proliferation and foam cells

formation. Signal transduction and activator of transcription 3 (STAT3) participates

in many life activities such as cell growth and apoptosis, and plays an important
role in atherosclerosis. This article reviews the role of STAT3 in the development of

atherosclerosis.
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