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[Abstract] Objective
tive protein (hs-CRP) in pyelonephritis. Methods

To investigate the clinical value of serum procalcitonin (PCT) and high sensitive C reac-
In 2012, 134 patients with pyelonephritis were detected for PCT
and hs-CRP level, and the results of urine culture were recorded. 134 healthy subjects were enrolled as control
group. Results The positive rate of urine culture was 32, 1%. Diagnostic sensitivities of PCT and hs-CRP were
94.0% and 97.0% , and the specificities were 82. 8% and 64. 2% respectively. Diagnostic sensitivity and specificity
of combined detection of PCT and hs-CRP were 98. 5% and 89. 6 %. Conclusion Combined detection of PCT and hs-

CRP could be sensitive and specific for the diagnosis of pyelonephritis, which might assist in guiding the clinically ra-

tional use of drugs in time.
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