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Abstract: Objective To observe the changes of urine biomarkers in patients with chronic interstitial ne-

Methods

with CIN were treated mainly with methyl-prednisone for 3 months. The clinical effects, the renal function in-

phritis (CIN) before and after glucocorticoid treatment. Twenty-nine patients diagnosed clinically

dexes changes before and after treatment, as well as the changes of transforming growth factor f1 (TGF-81),
macrophage inflammatory protein-la (MIP-1a) and neutrophil gelatinase-associated lipocalin (NGAL) were ob-
Results

served. After 3 months of treatment, the renal functions of the patients were improved overall, a-

mong them 11 cases were improved, 13 cases were stable, and 5 cases were worsened. After the treatment, u-
rine TGF-B1, MIP-1a and NGAL were significantly lower than those before treatment ( P <{0. 05). Moreover,
the levels of urine TGF-f1, MIP-1a and NGAL in patients whose diseases became worsened were significantly
higher than those in patients whose diseases were improved and stable.  Conclusion Urinary biomarkers
TGF-B1, MIP-1a and NGAL can reflect the effects of hormone in treatment of CIN, and its level change re-
flects the progression of the disease, which helps to assess the treatment efficacy.
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