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Correlation of fibroblast growth factor 23 with
adverse prognosis of chronic kidney disease and
therapy strategy
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(Department of Nephrology, Second Xiangya Hospital, Central South University;
Key Laboratory of Kidney Disease and Blood Purification of Hunan Province, Changsha 410011, China)

ABSTRACT Fibroblast growth factor 23 (FGF23) is a hormone secreted by the bone. It is not only involved in
the pathophysiological process of chronic kidney disease (CKD), but also associated with the poor
prognosis. In patients with CKD, serum FGF23 levels are elevated in early phase. The increased
FGF23 levels gradually lead to myocardial hypertrophy, inflammatory, vascular calcification, and
low level of vitamin D, which contribute to the progress of CKD, cardiovascular complications and
even death. Presently, there are several ways to reduce FGF23 levels, including decrease of intake
and block of phosphorus absorption, supplement of FGF23 antibody and pseudo calcium or renal

transplantation
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AT YA K K F-23 (fibroblast growth factor 23,
FGF23) /2 i E 70 Wiy —FPicR . E2AE I %
R GRS . W B I ELEE KD . TR YE
(chronic kidney disease, CKD) Jr M FGF23/K T
Tk, B FGR23MFFEET i, JIN AL g Bl
ke—ERFETERUN . T 1 M IE FGF237KF-J& CKD ik
F& OB T AE . EE R SRR CRD B AR T
A RIS fER R R o A SO R 2E X FGF23 11 A IRy
Foo SR P 5 B HAE CKDAS B U o 0
A EIATLEE, N CRDIIZYY MAS K HUS BB IR
RES%,

1 FGF23M &M SR

1.1 FGF2345#

FGF234E g 58748 5 [ A i e 0 1K I M A1 i fe 4k
‘B (autosomal dominant hypophosphatemic rickets,
ADHR) Fl i 98 4 A% 1 % B FX AL JE (tumor induced
osteomalacia, TIO)T R ANTAIL, BEEHEFGF23%E
PR R 45 1140 78 B B S ADHR I TIO OB AEAR , A 0T
52 B PG R23 S I T A A I AR B 5 D Y
WA . FGFR23M A4 . MiF A&, RA2511
B, /78 HN32kD(1 D=1v), HAEHHFGF23%
ﬁi(fibroblast growth factor receptor, FGFR)fI\TE‘rD BN
ffEafp2 R BIFGFR1, FGFR2, FGFR3HIFGFR4,
HAo e TEGR3ME AR o S84 FGF23R]
AR INA S FIC A, HUA S8 B FGF23 HAT 2R
Yyo# ik . N N FGER R [R IR 454, Al 5 FGFR
G545 B PECR N N PGF23 5 Klothodk 145 4 I
H RS S BT, Klothoff I RGE23 M HR I K -,
38 1 240 JfL 7 MJE S B R (extracellular regulated protein
kinases, ERK)il HBEIR 1L MR FGE23 N TIRE

12 5FGR23iATHXHETF

FI XS T 17 F G F 2.3 B 381 15 AL A5 oA 58 42 19
B (HA B9 P R EGF23/K - 5K 1175 1,25(0H),D
il FRR 55 B8 2R (parathyroid hormone, PTH) . &Il
W . AIK'E /NEKDE IS 6 (glomerular filtration rate, GFR)%§:
AKX
12.1 $AFED

BRI P UE W 42k D Al R FGR23 M HE R
S, EKION1,25(0H),DiE i 4 4 ZDZ A (vitamin D
receptor, VDR)G# T EFGF23 &AM LY, THifkhy
Jt, FGF23 Al i il 258 1a2 AL B 1) cyp2 7b LEE (]
S J13 T I 1,25 (OH), DA . WA, BFFEYik &
PLFGF23 M B AT 2 R KD R oo, RBN
FGF23 1/ i R 2R 4 A RD A 1 1

122 VARFMEF

F55 '3 B FGF23 5 PTHAE M P A M1 534 o 1
ML AP R R B R R A AEAE R, R Rk
MRS H R B FGE23 1] L3 1o 22 4 J503% Ak 28 11
(mitogen-activated protein kinase, MAPK)if #1E H] T H
ARFZFIRTTHDHIPTHS W o (EIG RO T & B B
e 3 T 5 U FGF237KF, AN 2 i CKD B8 5 4k &
PERUIRSS BRI AE I, SO 2 S EGR23 72 5
MEVA VEAR A AR S5 BROTHEAR DG . FGF2340 i £
2 FEFR SRR OCHE, TP THAR R VR H 8 40
HLRPTHSZ AR FI A FGE2353 Wb o #% N ZARAH I 1
(nuclear receptor related-1 protein, NURRI)EMKV‘]ﬁ M
B, A R PTHRI EGF23 00 /0 Wb o
1.2.3 Ak

Wi 3 B P GF23 T i 5 2l A 07 11 425 252 7R
2 UnfrEZoR ”%fﬁ(end—stage renal disease, ESRD)fH)
O, MBS PGF23/K - BAHSC, (HEAE i B K-
HARED LR MEGE23/K . A L5072 11 IR iR
ERXT VA FGR237K-F- IS s 22 1 W J5 A . x4
7N BB R R R I EGE2343 0, R AT B i 2 A &
DECE B BB

2 FGF235CKDRIA R /g

FGF23 1 3= B AE FH 2 A 5 10 a0l 1 o iz i
Z 55 Y A, EIEFABRET, mIGH Tk
ME] 2530 ng/LIGK /K F-FGF23, SR /EESRDIYIA],
FGF237K Al DA 2 1EH A 1oof5 Lk b, s ETHE 1
FGF234 E NN 1A K F 4410 KBS o

2.1 FGR23F[{E A EMAREW TN CKDH A R TG

ECKDUERE Y, FGFR23Z4f (i F2 A2 B 52,
USSR 22 IIFGR23 M CoR AR, FGF23 CoR Ui 5
SERIFGF23 HE TR . CRKDAYH i 5B AR =L
B, FGFR23IN TR R R R MIELR 2 —, $E&/RFGF23H
DR EPIRE S
2.1.1 CKD#tE 5 @ o B e

TECKDHH b, IMIEFGF23/K F & Fal LI
CKD 2 W23 TF i . FGE23Th iy Al B MILASE 1l 15
MPTHHE R . A5 "IN WFGR23 T RN, %6
A F & GERIY N, HORBEE S DiRer i, &
I3 UM EGE235Z {kKlothol# /b, X e JL[a] T35 1 B X
FGFR23MEHINY “H&H” o ABF5EP 48 i FGR23 n] {E
S CRDIE B 0 K 7, FLIX — B 28 AT s F i
WK AP, B 2 n] LT il @ 1E 5 9 CKD 8 3 s iE
Jr XS o AATTHEDN AT LAt HIF GF 2348 5 K PR 1R 4k
L% 1 55 1Y CKD AR B9 AR, AT 4 A7 1
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U e — 1 A O L LCKD 2~4 B H
50%HATFGF237K T, $E/RFGF230fi 2 v A 400
SRR R REREE YT ) H AR AR

O I R & CKD B B B T2/ 2 B R A
Gutierrez%[g]ﬂ%%@%: I 5 B FGE23 5.0 1ML ARG
HABR, HS5AOCEREMRESE MG, 540
AR 5 A o AEXT 149157 H 457 4% 5 Y GER (estimated
GFR, eGFR)[36 mL/(min-1.73 m®)]# £8 fOEL PRI
g R ITFE I EGE23 CH B SO IUEAE .
R, B T KRS S S A O . A R
s XK Bk B, IS FGR23 5 5
FEURAEE | OIS FAE G, HEREAG RO
fa RS T, LS C RN 8 VR FE % B DI RE 32 40 21 1E
o, X—BERVRIFE . A58 R . CKDEBE
EREASH B E R 2, M4 A JECKRD I & AHE,
LR B E IS L LI E B F, A
P KR, R B4R ANFGE23 ARG I Bl iT /5 A0 1
BB AARED)
2.1.2 LT R

T+ E AUEGE239IE ] SESRD R . dEiBHTCKD
B F R L E R B U RE R E R SE R
YIMISE. FHm B FGR23/K 5 BT B H B 1AFIE T H
A 2, sk AR, S e R
SR IR A s = 91 . R FEGE23RTE N
bR IR, A P XCKD 2~4 TS K
M. FGR23 5B NI CKDRAL R A MM, Hrp—
T5i%E3 8790 e [*F-2)eGFR M (43£14) mL/(min-1.73 m’)]
HIRFSE 8 e . A HFGF23 CH BerP 7146 RU/mL
B R VE R BT 5, FGF23 53R AE S IREn B &
KHAESRDII RS B EAH O, 5 A BB CKD A &
FI FE R I AR 5 . e B ULIR T A IEdE R A F2008
AEET RFESRD R (1 — T K B BA S5 (A B £ T
1000), AZLEENITFHIETEBIBIT, Bl
4 g5 BRI TR E B9 IS FGR23 %k i Al 4 ok JLT- 6
FYFET RS

FHE R EGE23 AT S0 A S F . CRDIERE | Il
B A ERK . SkEL . N TIRER I
HOMARAE bR YK A7 G o X e SCIBY k Bl 57
T CKD & HAhE 5 P 5 A5

2.2 FGF235|#2CKDA R F /GBIl &l
22.1 S LR

MATHEFGE23 4] 5 CKDAS K T f = A B &R 1Y)
ML 7 i TR 2858 B Klotho R IEF O AL
AR, AT R B JULAH R A /N R s e e
JEBH . FGE237] il 37 T Klotho SFGFRZE 4, TEH T
P E R G /TG AL T 2 A% I 1553 A0, RGO

21 B s R AR K . FGE23 78 B 3 a0 i 1t 8 5 5K
T 00 i 2 TR R K 0 R T B R -0 A T R T I )
4 (renin-angiotensin-aldosterone system, RAAS), It
RS T A BT AR, RS A
FGF235 [ fARAASHE Al REAFGF235 [ 1 A2 L Z A
KAz —. PR L. PGR23HI %M B ml s
HAEH 04T FGERAZZ A, BH 1L/ FGERIW )
fie, AT RAFI O LR AR SC I R, s oo JULAE KA
DALt R . A A TR A EGR23 IR AR
[ Klothodk [R5 CONEFEAY , A2 T R EEAE C LI Y
R, WA WA R SZ A AR KF 1 Klotho 4 B B
SEPEE PR BERE O U AL R R R 2 — . FGER23tln] 3
MBI . FAE KT RTR O ILLT SRR
TEE Y CKDRE R | BGF23 7] 3 52 5 Wi 415 25 15k R
T shfE, KABASIAIRSE RS2 5 KO- ) 13
FGF23 &4 & > b5 £F B (A ST f s R
222 KJE

T T A 2 R R T R Y FGR23 5 RAERR )
FHOG, FGE23 0] il A A BB -7 4 (191 L g otz 2k i
F12, MIRIRIER T afE b A K TR TR . A
52 A CRD B HLA B B JORE B A], CKD
I R M ZH 2 ) v P 40 it R AR AR T B 32 2 0
fi FHEGE23 PR 5l & FLAZ (R il I e i 18 2 R 412
R R B SR EEVE
223 fk4 A ZDARF

FGF2345 ZFP 85 Bl R A RAE FH 2 15 10 38 1 5
WA LMY RS, R 2 AL TESRDIFGF23 ¥k i
W Ry o ANATETA, s B FGE23FEIRIG PTG 1
A DK, XA HE & CKD FIESRD £ 45 35 il 1%
A EZDRIMLE Z — . MARLEAE R DK AR IE B AT
W ZMHLE S EA REM, AR g
b BRG] LA S TG RAAS RS . CKD M ESRD
IR e R D] L FRAR G PE R, 7
JR B K B 56 2 e o IR 4 A= D AT AR 1
FGF23/FGFR4if i, M5 O WUE KA o

FH R EGE23 /K- 5 N K A M e 2 o L I 48
WL A ST BE R . FEE A RN B SRR v, &
I FTEGF23 435 LT A A B R R GER AL, $8R
FGE235 BT Mt Ik

3 (KM BEFGF23/K I FEBE

BARAE HATHFE R, XS HE @k I E 1Y CKD
3~ B IR R FGR23IRY T, ITAFE £ 10
TR P2HRIR . XA A CKD A (0 PG 77 . iss
G ATREIREGE23 /K-, AT LIk A R s Atk o
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3.1 RN AR UL

I . ARER PR & AT DABE RIS FGF23, iX—
A [FIAE AT DA B AR B R . AL ZE R
FHIRE, DAYl F AR nT FEAR27% I FGF23
9% HIMME™ . H RT#ESE & FIVE R T LTS FGF23 94K
MATAE T JE A5 S . WS G0 (s R i . SEAERL
GRS 2SVAY Bi A S i PR A HEE R 1l W
IEH K, BRI T I Klotho K-, G2 B X
FGF23MHRHIZON o Herb (i FHAEES SE 0y w45 558 T LA
{6 1L FGR23 7K SRR AR 25 30% 27>, (L 405 35 1y
B LIRS P, A i 0 A R S 5 A By BV
HEFGR234M N Z

T3 A~ T e D i ) FE R BE WA /N
JiA BB A . IR AR £ i 25 5 50 T RE 4 3 AR
267/ BN P3[R 5% 32 F (sodium-dependent phosphate
transport protein 2b, NPT2b) AOZeIR B, R
W g . B (4R K B3, 4L MR ) T LU
PEFHLWINP T2, Bl 5256 K AT ESRD 8 % 1
gep, ol AR B ] A s /N s B I . #ECKD 3
1R IR b ol FE AR T A SR 1196 Y 1ML TR
FGF23, — Xt CKD/NRESEE > RERA - B2 T/
17 B B S B H A 3 AT DAAS R4 PR EE AL, AR
LB FIEGEF237K -, H: 2] LIz 451k . FRA%C
IbigieiE e

3.2 #MFEFGF23L{E

HETC W& — 23 FGF23 ik, FEPE
1 BHBTEGFR FIKlotho K :5 A ML I FGF23 A VE HH -
FGF23¥i A& H Al 35 2 TR s Rk A e 5
T AT TR AL 19 /D RURE AR () S 6 B B, o Bk
PR AT LA LB AN i 2 A2 R DK R IR, (R
FHEGF23PUIR =4 T 550 M DGRy LB v . Ksh
RS AL SN B RN o ol ARG dt A F GERI ] 37 7] B
WIFGF23RYPET, I H A FGER23BTIAHE e iy ™ EE AR
WERR MAE . HAVSAE — RN RN . A0RT ST
B, EFXTRGERIE S A PUAELS b AT BH 1EFGF237E0>
WEREEEVER, HASTHEFGE23-KlothofE B JIE 1) %
BEEH, $REN X FGFRIE S PR R —E M &

(LT

3.3 {E IS

I A28 P s« et FH 0145 750 ] L) G 35 e AR A1
MVEFGE237K - PSR ZE 2 — Pl HI By 2k &t HIR
SERRTCHE A SR, B S DI PTH)
fit. VAR ZERYFEEGRF235UW #E CKD A [R] s 4] A7 25
5, TECKDEH BN R, PIR-R %l PTH
e Z DM EFGE23MAK, [R5 R PTHAH G

(T %Y ; FEESRDI B, 4k R DG T E Wik
A1, POAR-R ZEA AT —[RIFE(IRFGF23, PTHAIIM
W, RV R ZEFRFGF23 I AR 4 il i 441 D
B, A A AR PE R R 2t mT 3 2o B A1
T 45 K8/ D FGR23 7KK

3.4 BRE S RRERIIR

KL H T E I FGR23 7K A B AT 2 )5
IR . FERS M AT FGR23 RS2 T (1 H B e At vl
fiE 2> H B0 S Aot [ B (R BAE L, BEAE14E S, FGF237K
- FH AR, (HPTHHR WA S ACE . Rt
T LS 03 0 T 5 2 118 DALl A AR 308 7 kA5 AR 237 i 3
EH . WA . CKD R A 4k & 1k
FEODR 25 B 4 A= 7 FOIR S5 BRI B T R A RS A )
FGF23 R L8 7K -2 S AN TR R B2 Fr) A1

4 5 1

FGF23 ML 4F B i Sk Al 58 i s 2 —, A
THSH5MH BN ER, ©580YREGL
K, CHCNTINCKD & WG i AEDbn &y, &
FEAARELZMHEENZS 5T SEARBUG,
PEREGR23M KM FAB EA —E A5 . fECKDEH H
AT 3 I FGF23 45 A BVE N — Ry TS, DA
BEFT YA =G R AR TS . H HRS
BV W), ANFGR234 N iR A0 T XU 1Yy
FLARBLE, DAKAS ARG T SBOR R BUS 1) 51l
%4, D, FGR23FEImIRAGIN . GY7 7, 554
B R— R .
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