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[ Abstract]
C (CysC) in patients with chronic kidney disease (CKD), and to analyze the diagnostic value of hs-CRP in the treatment
of CKD. Methods
2016 to Nov. 2016, were selected the CKD group. During the same period, 101 patients of routine physical examination

Objective To study the change of serum high-sensitivity C-reactive protein (hs-CRP) and cystatin
A total of 128 CKD patients, who admitted to Renmin Hospital of Wuhan University from Jun.

in our hospital were enrolled as the control group. The serum creatinine concentration (SCr), hs-CRP and CysC of the
two groups were detected and the glomerular filtration rate (GFR) was calculated. The differences between the CKD
group and the control group in three indicators were compared by independent-samples i-test. The diagnostic value of
three indicators was evaluated via ROC curve. Pearson correlation test was used to analyze the relationship between
hs-CRP and GFR. Results The levels of SCr, hs-CRP, and CysC in CKD patients were (476+273.5) umol/L, (14.54+
26.43) mg/L, (4.13£2.05) mg/L, respectively, which were significantly higher than corresponding (60.9+14.5) pmol/L,
(0.58+0.69) mg/L, (1.06+0.28) mg/L in the control group (P<0.05). With the decline of GFR, the level of hs-CRP in-
creased gradually and the negative correlation was demonstrated between them (r=-0.356, P<0.01). The areas under the
ROC curve of SCr, hs-CRP and CysC for CKD were 0.997, 0.846, 0.970, respectively. Conclusion The concentration
of hs-CRP in patients with CKD increases significantly and shows the positive correlation with the degree of injury in re-
nal function. hs-CRP has a certain value in the diagnosis of chronic kidney disease, which can be used to assess the sever-
ity of the disease.
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