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[ ABSTRACT]

cently, growing evidences have shown that novel forms of programmed cell death including ferroptosis, pyroptosis, and au-

Vascular calcification is age dependent and a risk factor for cardiovascular all-cause mortality.  Re-
tophagy play an important role in the development of vascular calcification.  This review introduces the molecular mecha-
nism of programmed cell death and its relationship with vascular calcification, elucidates the evidence of anti-vascular calci-

fication by regulating the cell death pathway key molecules.
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Figure 1. Cell death pathways involved in VC and potential therapeutic targets
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Table 1. Characteristics of different types of cell death
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