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The analysis of the correlation between serum hepcidin-25 and
poor progression of diabetic nephropathy in type 2 diabetes patients”
LIU Yuepeng
(Central Laboratory s Xuzhou Central Hospital » Xuzhou ,Jiangsu 221000,China)

Abstract : Objective To analyze whether serum hepcidin-25 has a correlation with poor progression of dia-
betic nephropathy in type 2 diabetes patients. Methods This study was a nested case-control study. Two hun-
dred and twenty patients with type 2 diabetic nephropathy admitted to Xuzhou Central Hospital during April
2015 to June 2019 were involved. Serum hepcidin-25 levels were measured by ELISA, with the poor progres-
sion of type 2 diabetic nephropathy (kidney replacement therapy or serum creatinine doubling) as the outcome
measure. Multivariate Cox regression analysis was used as the primary analysis method,combined with strati-
fication analysis with glomerular filtration rate as a stratification factor. Results The results of Cox analysis
showed that there was no correlation between serum hepcidin-25 levels and poor progression of type 2 diabetic
nephropathy (HR=1.18,95%CI:0. 97 —1. 45). However, stratified analysis showed that glomerular filtra-
tion rate was an effect modifier of the above relationship: when glomerular filtration rate at a low level [ <<
51.8 mL/(min + 1. 73 m") |, there was a positive correlation between serum hepcidin-25 levels and poor pro-
gression of type 2 diabetic nephropathy (HR=2.56,95%CI ;1. 50—4. 40) , while when the glomerular filtra-
tion rate was high,there was a negative correlation between serum hepcidin-25 level and poor progression of
type 2 diabetic nephropathy (HR =0. 00,95%CI :0. 00—0. 21). Conclusion Serum hepcidin-25 levels could
predicated poor progression of type 2 diabetic nephropathy in specific population.
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