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Effect of serum 25-hydroxy vitamin D; on the heart valves of patients with advanced nephropathy
ZHANG Jun,LIU Li
(Department of Clinical Laboratory , The 3201th Af filiated Hospital of Xi'an Jiao Tong
University Medical College , Hanzhong ,Shanzxi 723000, China)

Abstract;: Objective To investigate the effect of serum 25-hydroxy vitamin D;[25(OH)D, | on the heart
valves of patients with advanced nephropathy. Methods Totally 102 patients with chronic kidney disease
(CKD) 3—5 period treated in our hospital from February 2015 to April 2017 were selected. According to
whether combined with cardiac valve calcification (VC), patients were divided into VC group (n=28) and
non-VC group (n=74). Serum creatinine (Scr), urea nitrogen (BUN), urea clearance index (Kt/V), blood
phosphorus,blood calcium,whole parathyroid hormone (iPTH) ,cholesterol (TC),triglyceride (TG) ,alkaline
phosphatase (ALP) ,hemoglobin (Hb) ,serum total parathyroid hormone (iPTH) ,serum total protein (Alb),
hypersensitive C-reactive protein (hs-CRP) and 25(OH)D; were detected in both groups. The risk factors for
VC in patients with CKD were analyzed. Results There were significant differences between VC group and
non-VC group in CKD stage, secondary hyperparathyroidism, abdominal aorta calcification, hs-CRP and 25
(OH)D, (P<C0. 05). Logistic regression analysis showed that CKD stage, secondary hyperparathyroidism,ab-
dominal aortic calcification, hs=CRP and 25(OH) D; were independent influencing factors of heart VC in pa-
tients with advanced nephropathy (P<C0. 05). Conclusion The heart VC is likely to occur in patients with ad-
vanced nephropathy,and 25(OH)D; has a certain correlation with it.
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