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[ Abstract] Recent genome-wide association studies have identified Phactrl as a risk gene associated with
polyvascular diseases. However, it remains elusive how Phactrl is involved in the pathogenesis of vascular
diseases. More recently, mounting evidence has suggested that PHACTRI as an actin and protein phosphatase 1
binding protein, regulates endothelial proliferation, apoptosis, migration and tube formation, affects polarization in
macrophages, and aggravates calcification in vascular smooth muscle cells. This paper focuses on the correlation
between Phactrl and polyvascular disease, and the molecular mechanism of Phactrl in regulating atherosclerosis.
We thus provided an overview of the role and therapeutic potential of Phactrl in the progression of polyvascular
disease.
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