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WFFeR SR OB (Fns0) : BRMESEHINaESEIR - 23 (fibroblast growth factor 23: FGF23) 1%,

BV EASH, FICEBICERtT 2 LIcEvh Y ViEBEARTEELIHRLELTHD,
WBFE 7R FGF23 FEMEIC L 0 . W 22 DIR Y U JEME L D9/ B LENER SN D Z & B
g% (chronic kidney disease: CKD) fB3E ClXIft FGF23 IEE N EEEZ T Z ENHALMMIIEN
Tz, — 5 AR Y MENE < 290 /B LAE B 12 W Gl FEl 7 FGR23 EPEN IR S D+
L, CKD BEIZB W TEMEZ R T FGF23 DEFIZOWTIIRHATH 72, Fxid, BHOER
T OERIZ LY & FGR23 MAEIZ LB IK Y Y IIEM 2N EEIND Z &, FKY v imfEME
K DIHET N~ T AZEBWT FCR23 IEMEATRET 5 Z EDNREONBEICAI THDLZ LWL
MM L7z, &5 CKD BEICBWCEEZ /R FCF23 1%, & Y v MUEDFEIEIS TR A/ER 4
HTEEMOMT LI, #E-> TFGF23 1%, EFHFH, B OYRAREEIZEBIT 5 U AAREHCRB N T
UL EIEE 2 Rl RN+ CTh D Z L R STz,

e R OMEEE (330) : Fibroblast growth factor 23 (FGF23) is a hormone that is produced
by bone and lowers serum phosphate level by acting mainly on kidney. It has been shown
that excess actions of FGF23 cause several kinds of hypophosphatemic rickets/osteomalacia.
In addition circulatory FGF23 level was shown to be high in patients with chronic kidney
disease (CKD). However, it has been unknown what induces excess actions of FGF23 in
patients with hypophosphatemic rickets/osteomalacia and whether high FGF23 in patients
with CKD has any significant role in phosphate metabolism. We have reported that mutations
in several genes cause hypophosphatemic rickets by increasing serum level of FGF23 and
the inhibition of FGF23 activity can improve disease status in a model mouse of
hypophosphatemic rickets. Furthermore, increased FGF23 in patients with CKD has been
shown to work to prevent the development of hyperphosphatemia. These results indicate
that FGf23 has a pivotal role in phosphate metabolism both in healthy people and patients
with abnormal phosphate levels.
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HRHE M A B FIE K+ 23 (Fibroblast growth
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pyrophosphatase/phosphodiesterase 1
(ENPPL)SHI VTN, Fox 13, FEIRIEIK
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