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Clinical application of serum intact parathyroid hormone levels in chronic kidney diseases
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Abstract ; Objective

phorus levels in patient at different periods of chronic kidney diseases(CKD). Methods
us levels were detected in 111 patients with CKD and 30 healthy subjects(control group). Results

To analyze the changes of serum intact parathyroid hormone(iPTH), creatinine(Scr), calcium and phos-

Serum iPTH, Scr, calcium and phosphor-
Serum iPTH, Scr and phosphor-

us levels in patients at 3, 4 and 5 periods of CKD were higher than those in control group and patients at 1 and 2 periods of CKD,

but serum calcium levels were decreased in the latter(P<Z0. 05). Conclusion

iPTH levels could be elevated since 3 period of CKD,

which could lead to the disorder of calcium and phosphorus metabolism.
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