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[ ABSTRACT]

and regulated by multiple factors, similar to the active biological process of bone and cartilage formation.

Vascular calcification refers to the deposition of hydroxyapatite in the vascular wall, which is involved
Endoplasmic re-
ticulum stress is an adaptive regulatory response in the the organism.  Appropriate endoplasmic reticulum stress helps
maintain endoplasmic reticulum homeostasis, but excessive endoplasmic reticulum stress will promote the initiation and pro-
gression of vascular calcification.  This paper reviews the potential role and molecular mechanism of endoplasmic reticulum
stress, especially unfolded protein response, in vascular calcification, hoping to provide new ideas for the prevention and

treatment of vascular calcification.
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VG, 25-F8F M [ B 2 0 [ B 25-F2 AL Bl A i Y —
T2 5 B2, Dong 25602 % B 25 -5 3 1 /e o) 84 2
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Figure 1. Influence of ERS on vascular calcification
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