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3) €& =0 M3|5} (Medial artery calcification)
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Hyperphosphatemia 'E‘ i
Hypercalcemia By )
T -Inflammatory cytokines
1. Loss of inhibition _Others ;
-MGP
-OPN l
-Fetuin/o,;-HS-glycoprotein -
-Pyrophosphate Ca x Pi 2. Induction of Bone
-Others formation
-Vascular osteoblast/
chondrocyte-like cells
g Ca/Pi loaded
Matrix vesicles
3. Circulating \
nucleational complexes Apoptotic
bodie
| Bisphosphonates \
/ OPG
Remodeling bone 4. Cell Death |

Fig. 1. U] 7}A] 7MAde) w2 "3 43)3le] 7|A

Table 1. 83 A3)3le] TIFHL Jehlls §34 1y JF 24
Mouse
Gene mutant Phenotype
Carbonic anhydrase I1 (Car2) Car2™'~ Osteopetrosis, calcification of small arteries and
arterioles, especially in the kidney
Fetuin/o;-HS-glycoprotein Fetuin~'~ Vascular and soft tissue calcification
Fibrillin-1 Mgd/mgd, Aortic aneurysm, medial arterial calcification
mgR/mgR
p-Glucosidase Klotho™'~ Vascular calcification, aging
MGP MGP ™'~ Vascular, valve and cartilage calcification
OPN OPN~'~ Enhanced calcification of subcutaneously
OPN~/~ implanted valve; increased medial calcification in
MGP '~ MGP '~ background.
OPG oPG~'~ Osteoporosis, vascular calcification
PC-1, NPP1, Npps thw/ttw Articular cartilage calcification, arterial calcification
Smad6/Madhé Madhé- Endocardial cushion defects, aortic ossification

mutant
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bone formation)
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