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XLHR : X-linked hypophosphatemic rickets

ADHR : autosomal dominant hypophosphatemic rickets

ARHR : autosomal recessive hypophosphatemic rickets

PHEX : phosphate-regulating gene with homologies to

endopeptidases on the X chromosome

FGF23 : fibroblast growth factor 23

DMP1 : dentin matrix protein 1

ENPP1 : ectonucleotide pyrophosphatase/phosphodies-
terase 1

GNAST1 : guanine nucleotide binding protein, alpha stimu-
lating

FAM20C : family with sequence similarity 20, member C

HRAS : Harvey rat sarcoma viral oncogene homologue

NRAS ' neuroblastoma ras oncogene

GALNTS3 : UDP-N-acetyl-alpha-D-galactosamine : poly-

peptide N-acetylgalactosaminyltransferase 3
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