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Hypoxia inducible factor-lae ( HIF-1at) is a highly specific nuclear transcription factor produced by cells

in hypoxic environment, which plays an important role in the bone formation and bone regeneration.  Vascular calcification

is a complex biological process similar to bone formation and actively regulated. It is a major risk factor for increased car-

diovascular mortality, but its mechanism has not been fully elucidated. Recent studies have shown that HIF-1aw may be in-

volved in vascular calcification through the mechanism such as osteogenic differentiation of vascular smooth muscle cells

(VSMC) , glycometabolism pathway, inflammation and Notch signaling pathway. This paper reviews the relationship be-

tween HIF-la and vascular calcification.
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Figure 1. Structural schematic diagram of HIF-1a

1.2 HIF-la BYZHEE
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Figure 2. The schematic diagram of the mechanism of HIF-1a involved in vascular calcification
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i VSMC ' HIF-la., VGEFA, GLUT1, PDK4
RUNX2,ALP ) ik, Fa & HIF-1a AT & 25 3 0
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R SARHE B ( phosphor fructo kinase, PFK) mRNA 2
KW TR, VSMC £ BGP 75, HIF-1a, PFK |
GLUT1 ,RUNX2 Sox9 & ALP A2k W] & F 55, 4 i
HIF-la (9 35 5 AT 4R BGP Ay L3R AR JH, SR8
BGP A RE I ot 14 i HIF-1ou A ) B A 35, 32F 1 412
SEi (K= S L TR
3.2.3 HIF-la @it Xz 5 ALk 25 5 B 4540

CKD M35 i T3, S0 A8 48 | 2ok 14 T e
BRSBTS B AR AEAL TAREOIRE , T 0 18
PEBRAEAE R HIF-1a BYFIEEEIN, BT 7R, HIF-
Lo 7] _F3 iNOS G NF-xB {55 39 ROS =4,
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