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OBJECTIVES METHODS

Hyperphosphatemia is a predictor of accelerated We studied 494 incident patients with stages 2-5 CKD (age
renal function loss 1n patients with chronic kidney 62 11 years, 60% males and 32% diabetics).

disease (CKD). This phenomenon could be The baseline eGFR 1n this cohort was 28.4 13.9 ml/min/1.73m?.
interpreted as the trade-off of a counter-regulatory The study end-point was a composite renal outcome (1.e. eGFR
response aimed at maintaining global phosphate reduction > 30%, dialysis or transplantation).

balance. The background hypothesis 1s that global

phosphate balance 1s maintained by raising
phosphate excretion per functioning renal unit

(fractional phosphate excretion) and 1s possibly RESULTS
mediated by high FGF23. However, this

hypothesis has never been formally tested 1n
appropriate cohort studies.

Fractional phosphate excretion (median: 41%, iterquartile range
27-61%) was above the upper limit of the normal range (>20%)
in the majority of CKD patients (83%). In unadjusted analyses,
fractional phosphate excretion was related directly to urmary

protein (rho=0.24, P<0.001), FGF-23 (r=0.25, P<0.001), male
pender (0.13, P=0.003), smoking (0,13, P=0.004) and

diastolic blood pressure (r=0.09, P=0.04) and inversely to eGFR
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CONCLUSIONS

Fractional phosphate excretion 1s a strong, independent predictor of incident renal events. The predictive power of this
parameter 1s largely independent of other risk factors, including serum phosphate and FGF23. Phosphate burden per
functioning renal unit, predicts progression towards end-stage kidney disease through yet unknown mechanism(s).
Biological pathways independent of FGF-23 most likely play a dominant role in phosphate-related renal damage.

H) Clinical Nephrology, CKD. H2) General and Clinical Epidemiology and CKD 1-5.

| waEhE ﬂ"-‘i ‘ ‘ i _. _'":’ I"_'_; "1 p OSt 9 T . 0 '-com
Patrizia Pizzini DOI: 10.3252/pso.eu.51era.2014 | e ] essI on niine

<
|_
()]
H
<
o
w
—
LN



