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CONCLUSION

Increased circulating PRO-C6 and decreased urinary C3M are independently
associated with kidney disease progression and a more rapid decline in eGFR.
Increased circulating PRO-C6 is also associated with risk of death.
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PRO-C6 and C3M provide mechanistic insights into collagen remodeling and
Disclosures: SSG and FG are employed at Nordic fiorogenesis processes during CKD progression that are not captured by
Bioscience and may be shareholders. conventional markers of kidney function such as eGFR and UACR and kidney injury
markers.
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