1 HEFRRP PR PR R AR AR R 3

2. EBR: HHE RS 0H AL N W T Be

3. HF A BIEFRRIERK: 1)K

4. RN ROCONEH B T %50 H HERE AR, A AR
B, MR BIRFEIUNER AR AR K TAE A ERIHEER. %
TR, TR I H 58 SR A #R COHZ I E SRS LT T AR, HET LR
o

IR A i R G R E I 5 S, WTLUAE BB . 45

B AR 2R L« PR A G B9, B PR i IR LR 455 LS A 22 R 1) 2 T
BEIIRTT R AT IR BE B AT . B 7 vE AR A H AR . AT AE H KX
HARRM R 4, BE S SRR T, JiKt 94, BEgeEk R mpa
NN REIX — %O I8, B T AR RSO RR 1 IR T FGF23
WA IAEE O A 2. B VRO BBELE VDR R8N BR D BB VR &2 FGF23 ik
3. T ORI SHARPIN Fpul e B AR R #4558 2 i E R 4. R R S
JR IR AR AE S A5 e . B BCR 3R SCT Wi SC 65 K, k5] 2068 1K,
H 8 BAUERMER L New England Journal of Medicine; Nature;Nature
Reviewers Drug Discovery %451 H, Huimmmfiig] 118 K il B 1
WFFCRRERTE AACR 1) 2016 4F4F 8 42 B NIBAFBE#E 51 Fl i SCE 2 — (P EHL
DX — SR AL ) o

gi b, AR MERER, BUEMER H, BALTE B I H i
H T ST TR .

5. T H &4
B HE A 18 25— R R 2 LK Py 2 W A 48 B A R R L A L A )k
Thee. B P95 WA ELHE T 7 T AR BR ELVE T, — D7 T 8 RGTiE I A il —
S T ) P 43 TA R 3 L L B I AR R S S R B B A,
BE P AR R AT kg i B K KT 23 (Fibroblast Growth Factor 23, FGF23), i IfiL 7§
AR F TS 3 B B R T B A 0 i S 2 R R A R P R 10
FEA U7, R MRNECE — LR AUl R R R PTHIP i—
BEARFIR A /N RNA CmiRNAS) S5 1 15 7 MR8 28 B D fe 7 8 7151 6 1 20 Al



# o E AU BEACEE . AEARI RN AR e B QU A RS A 10 1A 23 04 D 268 s A T 2 AL
PRI Z P AR BRTE S, 148 IR R AT 2 B TR BAAE S WEARU KL BEPR . AESE
IR i 26 A 45 2 P 17 T B LA

BOCRB B B N RS RAERTE R FE 5 W4, 7TLOYE R
VPSRRI ZREL . PR AR DS, BRI MR MCRE S5 I K 2 R VR S
Wi $ERVETT K 2T RS EIRARYE . B0 v R AR A B bR . BRATREEEE
KERPEES, HEH. W)IERETRRBETHEESZREREET,
Pkt 9 4, BESREHAARF NS WX — & OHE, 7 FGF23 TR
Wy TR SRAR B BB P 20 R A LA B B AR U B N 43 W R T LR =
FHEIFRT RFIPF, BAET TR SRR

1. HIEEH T FGF23 NN 73 IR B A, JFIESE KGRI FGF23 A DAANIE I
Klotho 5 FGFR1/2/3 4541 FHHR MG S [ BL, KAFFT FGF23 (1.0 IEAE B el
HE,

2. HIXOKIBEE VDR mbR/ MR AE IS FGF23 [38IE, X ud WA T L
YR D ARSI [ FGR23 [3RiA, B IERR4EE R D Z /MU HMhig4%
SR FGF23 1A Al

3. EKIRH Phex liid —Arra) = fm/EH T FGF23, 1l FGF23 A& Phex )
BRI R

4. FIFHTE T, B kBl Sz ohie it NK 481 NOD scid gamma (NSG)/)N ., £9F
SNt SBCS, MUINHER T —FB AL I i R A A 7E
SRR AL SR I, BB SU R, miRNA-335 #1357 RANKL 1 IGF-IR
(IR, AT 00 1 A B 4 PR PO TR BRI YG PE  FARAE P R 4 L P B L R o R I LA
240 ARV 0 A v T 2R A A T R e e A P R

5. FIF miRNA 447577k 3L, miR-204 #E[a/EH T HMGA2. RAS & TP53 %455
MPNSTSs J A %5 ) FH 5 B i 5 11 470 61 e e 1 A «

6. NFL JE Ky 1 B4 B R, RATAIF FCIE SE RAS 15 5l BE7E NFL Al 4i i Hh it
FEWE: F H mTOR {55 @ BX7E NFL A 40 i v i B e . R B AN
R R RRAOCE, IR SCE . e iR, EmE AR R E;

T E ORI SHARPIN 5 R 728 A i R 587 S 2R AE L, i A i



T

8. IRATHR i 5 JR IR 2 (R AFAE SO PR B, BRI o3 Wl ) e SRy R AR B R B 244
AL PG PR HORE TR 5 OCN, AR HE IR & 3R IR IR 2R 70 0k, B30 A
BRI SCI Wikie ST 65 K, 5] 2068 ¢k, i 8 REARZEIEIR S New
England Journal of Medicine; Nature;Nature Reviewers Drug Discovery %5 2% 5] H,
iR mhE] 118 K i B H AL TSR AE AACR 1) 2016 SEEE L EA
AR 5 s Sz — (P [ XHME— 3R 3038), JFT 2010 AE4 4% T rh A
ForE RS R i - DU BRI 2 (R 1N, 2 R BET IR
o T DR DX SRR TS T E 32 T PR R SRR R T VT D o B SN2 DY 1A
bR A E A DT EIURPARBOA SRN SU)148 B i i
BT B EARER G, FrE Ry A o AR 2 By Dt Rl R B R, Ak
T ERBE, ORI LE 34, BrRddtit 21 4.

6. ZWIFH

— RERGEHERRHET TEMKEER: £4% (SCI-EXPANDED):2005-present;0VID
MEDLINE;CAJD;CDFD;CMFD;CPCD;CSCD;CMCI; #3511 15 &5 e 3Lk 5] 802 ;3
H1 SCI 51 694 IX;

AT H BRI AR SR AR B

REMRC LG 147 K, CEW R AR LR A 72 E5 1], E45: Physiological
Reviews (IF:31.05), Annual Review of Physiology (IF:15.754), Journal of Clinical Investigation
(IF:12.575), Annals of Internal Medicine (IF:16.59), Circulation (IF:17.2), New England Journal
of Medicine (IF:59.558), Nature (IF:38.138)%% .

1 EHUUR T FGF23 AN AR ML, FHIESCRAIE R FGF23 w LIANEIL Klotho
5 FGFR1/2/3 45& 15 MM 15 5 S N G Hofth 223 (AT FTIE S K& FGF23 IRl id
Klotho AMJI& AR T 00 ML I ACREAENR 12 B g (8 B E D .

2. SREEEMM S KSR William G. Richards H%1E &K FA1E JCI B3 & (I Clin Invest.
2012 2;2(7):2543-2553. FGF23 neutralization improves chronic Kkidney disease—associated
hyperparathyroidism yet increases mortality) 1EAHN4H 1 AW TR LW N : Whether
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