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Analysis of serum bone metabolism related indexes in patients with stages 3—5 chronic kidney disease CHEN Yi-xin .
YUAN Lin” (Department of Clinical Laboratory , Third A f filiated Hospital , Third Military Medical University ,
Chongging 400042, China)

[Abstract] Objective To investigate the changes of the serum bone metabolism indexes levels in the patients
with stages 3—5 chronic kidney disease(CKD) to provide the evidence for the diagnosis and prevention of secondary
bone metabolic diseases. Methods Totally 261 patients with stages 3—5 CKD in our hospital were performed the
retrospective analysis on the levels of serum iPTH,Ca,P,BGP,CT,OST and 25(OH)D and the correlation analysis
with the indexes of Urea,UA and SCr. Results

3—5 CKD. the differences were statistically significant (P<0. 05). The serum BGP and CT were significantly higher

The levels of iPTH and P were increased continuously in the stages

in the patients with stage 5 CKD with statistical difference (P<C0.01). The Spearman’s correlation analysis showed
that iPTH and P were positively correlated with Urea, UA and SCr (P<C0. 05). Conclusion The levels of iPTH,P

and BGP in the patients with stages 3 —5 CKD are significantly different, and show the positive correlation with

w

Urea, UA and SCr, which is helpful for diagnosing bone metabolic diseases.
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CT 0.072 0. 243 0. 070 0. 260 0.115 0. 064
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Ca —0.186* * 0.003 —0.208** 0.001 —0.058 0. 354
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