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R4 (EX) Histological examination of the coronary artery calcification in
dialysis patients.
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TR RO (323C) : Coronary artery calcification cause cardiovascular disease in
dialysis patients. The cost of cardiovascular disease in dialysis patients occupies huge
amount of Japanese medical costs. This study indicates that inflammation and disorder of
mineral metabolism cause the coronary artery calcification in dialysis patients. Intensive
care for inflammation and disorder of mineral metabolism reads better outcome in dialysis
patients and reduce medical costs.
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Figure 2. Immunchistochemical staining of coronarny anery meda cakdfcation. Case 4 was posites in von
Worbea (A B aSMA, OPN (C) andnegative in Cat/Fund (D) and CO B8 (E] Case 7 was positive in von
Fiomaa F. G aSMA, G M), Chint)Ruree (1) and negative in GDES (). Magrificatioer (A F) 50, (B-E.
G-J) 400,
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