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S LT 4E B 40 i 4k K R F 23 (fibroblast growth factor 23,
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FGF23 JER G Ttk 12p13 b, & H 3 MR T, £
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TER W e K FGF23., {8 BB IIE 50 00 B4 OkE L iE 58 KL
EAARHY FGF23 FrRth4hi & . 2 KL O R EB8met, 15
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Ji 988 2 il 1 FGF23 mRNA JKF- 335 &, Westen B3 43 87 7R
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H AT TFT A B 7 32 A 3G P A . (1,3)-p-D 8 ML (1,
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