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*Both 1,25(0H),D and 25(0H)D are 24-hydroxylated, however 1,25(0H),D is the preferred substrate
1,25(0H),D, 1,25-dihydroxyvitamin D; FGF23, fibroblast growth factor 23; PHEX, phosphate-regulating neutral endopeptidase, X-linked;
TRP, tubular reabsorption of phosphate; XLH, X-linked hypophosphataemia
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Clinical photos are courtesy of Prof. Natascia Di lorgi, IRCCS Istituto Giannina Gaslini (Italy)
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