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Background and aim:

In this study we explore the use of specific matrix metalloproteinase (MMP)-generated collagen degradation fragments as urinary and serological

markers of fibrosis in three rat models of chronic kidney disease associated with fibrosis.
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All three rat models were characterized by significant chronic kidney disease & renal fibrosis.
Renal expression of collagen type |, Il and a-SMA (immunohistochemistry), serum creatinine (sCr. umol/L) and proteinuria (mg/24h) in 5/6 nephrectomy (5/6 Nx), Anti-Thy 1.1 & adenine nephropathy vs. healthy control.
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Conclusions:
v’ Markers of MMP-mediated collagen type | (C1M) and Il (C3M) degradation in both serum and urine were increased in all animal models of renal
fibrosis, in particular urinary markers (C1M and C3M) closely reflected renal fibrosis.
v'Collagen type Ill formation fragments (Pro-C3) did not reflect renal fibrosis.

v'The measurement of C3M in the urine may represent a novel non-invasive diagnostic approach for kidney fibrosis.
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