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The identification of a mutation in the gene encoding fibroblast growth factor 23 (FGF-23) in 2000 as the causative factor in autosomal dominant hypophosphatemic rickets, transformed the understanding of phosphate homeostasis in health and disease.1 In the ensuing years, there has been an increasing awareness of the central regulatory role of FGF-23 in mineral metabolism, particularly in patients with chronic kidney disease (CKD).2,3 Indeed, whereas FGF-23 was originally discovered in the context of studying extremely rare diseases, its primary utility in mainstream clinical practice may ultimately lie in the management of CKD. Emerging data highlight the potential of FGF-23 screening as a potential surrogate marker to identify which CKD patients might benefit from early treatment of disordered phosphorus metabolism – i.e. prior to the development of hyperphosphatemia.4 Perhaps even more interestingly, several studies over the past 2 years highlight the potential of FGF-23 as a novel diagnostic to help identify CKD patients at the highest risk for disease progression, adverse cardiovascular outcomes and death.5,6
Lowering FGF-23 levels in patients with early CKD and normal serum phosphate levels has emerged as a novel strategy to potentially slow CKD progression, attenuate phosphorus-related CVD toxicity and prolong survival. In support of this approach, preliminary animal and scant human data suggest that routine clinical interventions, such as dietary phosphorus restriction and phosphorus binders, can lower FGF-23 levels.7–9 
This session will describe the latest data on FGF-23 in CKD with specific emphasis on the future potential of FGF-23 screening as a novel diagnostic tool to drive earlier and more focused clinical management of disordered phosphorus metabolism in patients with early CKD.
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