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Seroloaical biomarkers quantified using ELISAs* ~ ' (n =30) UPCR<30 uPCR>30 The following biomarkers were altered in children with Alport syndrome,
J . J Neoepitope or (n =41) (n =30) compared to healthy donors, before the onset of detectable proteinuria:
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C1SIG Type I collagen PRO-C3 Type Il collagen “ ___________________________
C3M  Type Ill collagen PRO-C6 Type VI collagen Protein | Bloodstream : 1 C1SIG and C6M (interstitial matrix degradation)
C4AM  Type IV collagen | \_ Y, ‘ No binding Baseline Follow-up
Elevated | \= ; Biomarker T PRO-C4 (basement membrane turnover)
C6M  Type VI collagen protease activity i \ X i released into the
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LGIM  Laminin I i “ E [ These biomarkers could potentially indicate early kidney damage and
\_ % Type |V collagen ' f enable earlier initiation of kidney-protective treatments in children with
' Non-cleaved L Alport syndrome.
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