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Expression and its clinical significance of miR-155 in serum

and urine from patients with nephrolithiasis

HU Yangyang'”, LI Yan’, LI Wei', NIU Xiaozhen', PENG Bo"?, LTU Min"’

(1. Department of Urology, Shanghai Tenth People's Hospital, Tongji University, Shanghai 200072; 2. Department of First Clinical College of

Abstract

Nanjing Medical University, Nanjing 210000, China)

Objective: There may be a potential noninvasive biomarker in miRNAs of both serum and urine, which could
predict the chronic kidney disease. In the present study, we will investigate the expression of miR-15S in serum
and urine of nephrolithiasis and its clinical significance. Methods: Collected 60 cases blood and urine specimens
of patients with nephrolithiasis from August 2011 to August 2012, and collected 50 cases blood and urine
specimens of healthy volunteers in comparison. Real time quantity PCR was used to detect the expression of
miR-155 in those specimens, and we compare the levels of miR-155 of nephrolithiasis and controls. Estimated

glomerular filtration (eGFR) was calculated at the same time, then analyzed the correlations of miR-155/eGFR
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and miR-155/CRP levels by simple regression analysis. Results: The expression levels of miR-155 in serum

and urine were significance higher in patients with nephrolithiasis than controls. The miR-15S levels inversely

correlated with eGFR, and positively correlated with CRP. The urinary miR-155 levels significantly and inversely

correlated with urinary interleukin(IL)-1p, IL-6 and tumor necrosis factor (TNF)-a levels, but significantly and

positively correlated with regulated upon activation, normal T-cell expression, and secreted (RANTES) levels.

Conclusion: The expression levels of miR-155 in serum and urine of nephrolithiasis patients were significantly

elevated, and the elevated levels of miR-155 were correlated with the decrease of eGFR and increase of CRP. Our

study suggests miR-155 may play an important role in the pathophysiology of nephrolithiasis, which may be used

as a potential predictive biomarker of nephrolithiasis.
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Table 1 General characteristics of nephrolithiasis patients

and healthy controls
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Figure 1 The comparison of plasma miR-155 and urinary miR-15$ expression between healthy people and nephrolithiasis patients
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Figure 2 Relation between urinary levels of miR-155 and eGFR(A), CRP (B)
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