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Research progress of HIF-1-mediated autophagy in vascular

calcification in chronic kidney disease "
YAO Peng',JIANG Yubo' \REN Sichong® sWANG Shaoqing'"
(1. Department of Nephrology ,Second Affiliated Hospital of Chengdu Medical College s Nuclear
Industry 416 Hospital ,Chengdu ,Sichuan 610051,China ;2. Department of Nephrology s The First
A f filiated Hospital of Chengdu Medical College ,Chengdu ,Sichuan 610000 ,China)

[Abstract] Vascular calcification is the major cardiovascular risk factor for chronic kidney disease, which
will increase all-cause mortality in patients with chronic kidney disease. For patients with chronic kidney dis-
ease,long-term mineral metabolism disorders,abnormal activation of signaling pathways,changes in hormone
levels and epigenetic abnormal gene expression will accelerate vascular calcification. Phenotypic transformation
of vascular smooth muscle cells plays a key role in the vascular calcification. Autophagy,as a ubiquitous intra-
cellular catabolic process,has been proved to be closely related to phenotypic transformation and apoptosis of
vascular smooth muscle cells. Hypoxia-inducible factor-1 (HIF-1) as an important transcription factor in the
body,which induces the increase in the downstream target gene BNIP3 protein after being up-regulated under
hypoxia, promoting the formation of autophagosomes,thereby improving the degree of myocardial ischemia in-
jury and enhancing myocardial protection. Therefore, HIF-1-mediated autophagy may be a new target for drug
intervention and treatment of vascular calcification in chronic kidney disease.

[Key words] hypoxia-inducible factor-1;autophagy;vascular smooth muscle;vascular calcification; chro-

nic kidney disease;review
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