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Role of Fibroblast Growth Factor 23 in Physiological Regulation and
Disorders of Phosphate Metabolism in Chronic Kidney Disease
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Abstract The Fibroblast Growth Factor 23 (FGF23) is a recently discovered hormone, predominately produced by osteoblasts/osteocytes,
whose major functions are to inhibit the renal tubular phosphate reabsorption and to suppress the circulating 1,25(0H)2D level. The
chronic kidney disease (CKD) is a public health epidemic that would affect millions of people worldwide. The disordered phosphate
homeostasis with elevated circulating levels of FGF23 is an early and pervasive complication of CKD. In this paper, we review the FGF
superfamily, the mechanism of FGF23 in the phosphate and vitamin D metabolisms, and the relationship between FGF23 and PTH in
CKD. In addition, we discuss the role of FGF23 in assessing the progression and the prognosis in CKD. The assessment of FGF23 may
become an important diagnostic marker as well as a therapeutic target for the management of disordered bone and mineral metabolisms in
CKD.
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Kidney Disease,CKD), Rl LK% (End Stage Renal
Disease, ESRD) 8 # B2 0 IF K iE 2 — . K5 & ,CKD
B A7 A6 A S A0 Z5 3L T L 5] & RS AR TR Ut o)
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CKD & M7 (B F 38 T 10 B4R AR, IR 0T BB A 38 58 M ) i
TR T8 b5 T H  (HAE8 M B R o i FGEF23 /K F
FEEr BIHLED A A 7 B W, F ok FGF23 A A N 6T #0 ,
U CKD Wl JF o AR SCERIR FGF23 ZE 45 FGF23 76 7 15 %
e AR DA AR OIS BRI A W R 4R DL R
FGF23 £ CKD 55 i 45 | i 2 bR 2% i i 25 (PTH) 1 7B H
BN

1 FGF23 4 B kiR

FGF23 JE Z KM E A an oA KN F KK 5 . H
I FGFs 2 3 23 A P sl Z X 7= 9, A7 — A B
JPA A — 5 R RN R 2R AR W22 T eE, A8l 1201 %
SRR R H A AL, AT TP 90 i B AR ST DM A% X9 4% X A 42
EHB T B A M BN B- =254, T FGFs R4+ F
g EZ R LT A, 4l & FGF1 FGF2 FGF4 |
FGF7 .FGF9 .FGF10 .FGF19, I It FGFs Kk AR ¥ [k 4> F
ZERY IR F or o 7 AR FGF23 J& T H b () FGF19 WF
B, SR AR5 R FGF23 HAT R R 19 B B, 3 2 LAt
FGFs B 5 T A 0, FGF23 £ M H 251 A~ 2 5 R ok 5L 21
A B o (N i ) 1 24 A AR R IE BAS 5 K, B I FGF23 8
TR E A, FGF23 & H4rF (£ 7€ RXXR 45 1, iX J& 4L
I B 1 43 I 0 4 AR

FGF23 M A5 1 ANV 2, A8 B IDE 2 IR 25 i 4 40 % 3R
AHRE 9 53 A0 . A B 200 DR A0 B B R A R BT
FGF23 mRNA 1%, 5% % 35, 3 i SL ) PCR AR 43 #T mRNA
Fik  RIIEH NBHLh FCF23 & & T8 E e 3
ARAR T FOR 58 B v 1) B i AR PR B O T A 2
FGIF23 1) ik g 2 F HLUW L E £y o 0 FGF23 (1) B At 1T 5 &
Az A I S i

2 FGF3EBMAEEZ D RifthH{ERRE ST

S iR E

BERAMAEYERNEE CEZ—, 35T BN B
T F o, | BB A7 0 A7 L R T R Y L AR AR N A TG L R
ERF0 BB IR AR R 09 SUFE A I P AR A T i e ML
TR R A7 LB i B e A R X R e T LA B 64 ) LA
o EE AR X B BN A A R Dy A B A R
HNZE ,FCF23 25 T B Ml fe, JFHS544EFE DI
W HHVLR,

R FCF23 EZ MR T M /Mg AR
R R AF L FCF23 A KK - # ik, FGF23 Z & FGFR 7
RPN 2 Fik L A Klotho 1IN M i £ FCF23 1% 4K
FIU T Klotho {CFE B IIE | FOBR 25 R T 0K | Ik &% A 3636 | #7m
LR AT HE ST FGF23 M %% 7 . Klotho J&: P HE R kA9 1 R
FR 2 P, JHL 0 R X ok A B 4T P 2T, Klotho JE—Ff T 32 3%
B IR R S REOEE CF TGRS LR, W
Fe 5 M ) Klotho 88 18R (1 /0N BURT FGF23 3 K 5 B 1) 71N

ﬂfi
s S

BRI RE 1 B0 00 5 44 7 RN 1,25 (OH)2D 34 i, A 2 E R
FGFR 4 Klotho 1t i F H J: W44 i T FGF23 Z {&P, {H
FGF23 5 Klotho MAH B 1E H A B ff

FGF23 14 3 T fg J& 8 5 8% 5 1,25 (0OH),D 7K °F
FGF23 38 i3 A T B 3 il /N T B 200 i ok 410 o] 9 1) = it
WORTIE PE4E A2 2R D B9 A AL, FGF23 3 KA /N B i 3 i
JINE T R A, R 0 AR I RE AT 1,25(OH),D 7K - 38 g 149
FGF23 fie W12 38 o A 47 1 3 il /NS b B 40 B i R 2% it I
B B — 1 P13 [7) 7% 32 26 14 TTa(NaPi—TTa ) F4) PN RS 00 4 figt Sfe 338 in R
WA HEE 09 SRS, 3 A B NaPilla mRNA 9 2 35 5 J >
NaPi-Ila 7& (4 /K°F . Shimada 258 % B FGF23 %% 5& K/
BRI 9 AT %l 184 o 1) [ W) 0T 3 B /N NaPi-Tla 2R 1119
FIR W FEFRAL, /N B AP A FE IR S5 AR R KSR R
X FGE23 5 55 B /N B 3¢ 28 B 71,25 (0H)2D XF T 1fil
FGF23 /K J& A I, LA EBFSEIE I FGF23 X5 A At
B VA Y 32 2R i T NaPi-1la 8 A 7K-SF 520 B NV T
W S R K HEEH

FGEF23 X TG e 44 R D & Wiy id 1y, 3 il 56 2 Ik )
FGF23 Ay 2> B AE 25- (OH)D-1-a #21L T mRNA A9k,
K HE RN P 25-(0H ) D-24—F2 fL B (1935 #E, FGF23 Al % S
1,25-(OH),Ds M mEIR | s LR A o E 5 /I B DK R G d 2
FGF23 J5 2h 4 ,1,25(0H),D 7K - 8 2 T B, JL R0 RE B2 4% 9h
PN I ) U T IS R PTH KO JE i 48 Mk, kel R4
FGF-23 F 2558 i M 1-o FEALRER 1A AL, 3820 1,25(0H),D; 1)
A, X — i FEAR T 1,25(0H),D/4EE %R D Z 1k &5,

3 FGFB EEMHESEERTPHIER
3.1 FGF23 5145, m#& & PTH 48 E & A #l 4

FGF23 11y FZAE F 2 7 W gt £ R D M V4, B
W I FT 1,25-(OH),D; 7T LAES N4 31 FGF23 /K- [FI B L3
FGF23 34 2 1T LA il i 0 /K OF- TH i A2 A= R D 36k 0 1 47
¥ 1,25(0H),D; B9 7K . PTH A] LABS NG 3R FGF23 7K | 34
TR AR 1t B A 5 BUR B U AE™, Kawata S5EUSHRIE 76 )5k
PR S5 IR 2 e T HE (PHPT) B /N BR A 0 55 h & B, FGF23
(v 13 55 1M 3% PTH | i 45 7K 5725 Y1 AE 56 | 55 il e 7K P 6k G
PTH 4 7] A i 1 75 4k B 40 A ok 9 347 1 3K FGF23 /K F
Kobayashi %S4z 38 78 J7 & 1 H 5% U & AT AR 5 IR & DR
J& ,FGF23 /K V- 5595 1F A5 e B 1 e M 06, 457K F T R
U FGF23 K0 [, 400 i 3 45 7K S 76 15 FGF23 K o
) EEAEH,
3.2 FGF23 £ 128 1% S it & 7% M 1E A

Xt g M B IS (Chronic Kidney Disease,CKD), 4 /N ER
JE 1 FAK T 60mL-min™ - 1.73m2 I, 7E7E 2y 9045w At 35 3
FL.1,25(0H).Dy T K&, 4k T 1 30 20k & 2 Bk 25 Bt o 6 Je ik
(Secondary Hyperparathyroidism, SHPT) . 985 @i =
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PERR AL T 3R, A ifF 58 & B2 A6 18 M %2 98 (Chronic
Renal Failure, CRF) B} SHPT ) %9 H , FGF23 7 7 17 45 85 1¢
WA A EEAEM .

M PR B E A L0 B FCF23 34, ok 4 i R B Y
G300 A = B ILAE 1 i R BEAIG 1,25(0H),Ds B G F K F- | 42
PE T4k O S R TR R A R R L AR ISR (End-
Stage Renal Disease, ESRD) & # ,FGF23 B & 7+ &, #h b2
AT DL S0 A S b A 0 = IR KT DL KR FE T Y
FRAEP, K2 B0E M 8 FCF23 18T & T 1E % K | I ik 5
Pt A g i BE FGF23,

T B T R R A B T RETE Ok, I 2 FGE23 /K F-
AR (0T I R S I, 55 6 B FGIF23 5 4R R 1Y 4
B PTH 7K AR 4 009 15 A1 5% | 3% 28 [l U3 29 A7 26 I, 42 4 B A
95 B B AT B W0 A2 B FGF23 7K SF 4 4 BE PTH 1L 45 fig
G- 1 T A o W AR & A METR T R S5 R T g U E Y W B,
Seiler 552X} 149 24 A HEAT I AT VA YT 1918 M B e A8
T K FGF23 /KT K B, i FGIF23 7K 7] RE A F
CKD it &, BEAL FGF23 7K - nl G /2 B AL CKD A8 3 0 1 45
Fitk RV RAC T RH IR k. Jean™45X 219 £ K
WA BT 2B B R B KB BT R SR UG R FGE23 K F
AW W ILAT S 5 0T FCF23 Ml i FE N E Gt i
N, KOF FGEF23 (R WIAF A0 T S i v VL AR POm
SEFH], CKD B3 M FGF23 /KB L Th s, I i FF R 2%
PR 2% W e JE CKD 3% L% FGF23 sk 35 I+, 25T
T AFERIEGE T 4 A 1 WE BT (MHD) 2835 6 36 1 FGEF23 7K
50 L F A 2 TR 56 R S B0 10 S5 R R A1 A I
FGF23 /K V-3 & T 0.0 M FH OB & Mk,
MHD &3 &M il FGF23 /K- 5.0 i 48 308 19 4 A 2 W 3 1
WEAR K, #3547 MHD 3897 19 CKD .3 40 1l FGF23 /K- It
o, AT RE R T R gk & Tk A S Ak 0 R Y 2 — 3 S 300 1
BRI EL,

4 HieERE

BEE A —Fh Al w T 2 A OHLE & 8 ou 2, X T ML A fett
BB 1 00 B (38 S, B A X L N RS IR AL A oK 5
AT R, ANHE 4 A 3 D, FTHDIR 55 IR 2R AT LSS i A 1R
M FGF23 (1 % B JG B i AT i 8 19 A P9 AR AL S A7 1 38
BT ff . AR PR I FGR23 K F TR A BLE A R
Foy B, MG 3R b FGF23 4 H ELISA W5 ., fh2 &b ig
ELISA R MUE &, 2 7 32 B H TR D0 e A =5 9, (HUIG R
T FGF23 W77 6 M 82 %Ok, FGF23 1 A2 4 fz ik
CKD & & W i BURAE bR, FETH w8 2 5 1 1w, o vl e 2 48
T DR W0 I 36 7 T (A 25 dE A T L I I v
FGF23 7K Xf 12 W i AC 0 25 AL B 200, A B T X)
PEWEIE T DGR I TR A . #RH #E — 2 WK FGF23 X
T CKD 8 # & Az 0 M 48 F 44 09 B AR LT, DL e 5 )

FGF23 #H474 SO , WIMTRFE CKD B3 % A O 145 5 i
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