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Yk 1 R 55 IR D) R TUE ( secondary hyperpara-
thyroidism , SHPT ) 215 4 5 = %% ( chronic kidney dis-
ease, CKD) [ WL AY 12 1 I KA , 76 1M 3% 58 &
TR, 28 B SR -0 A5 ( chron-
ic kidney disease-mineral bone disease,CKD-MBD) Y
%ﬂl@%é’éﬂ,ﬂl%l@%ﬁﬂ% AR T R IS
PSR TN E IR AN BB kB AE. CKD R
SHPTEU\RHH(%H?{%(?(PTHWKIIZE’J% SSIN=R
HURSS M 20 A 238 A= S 5 i, o, RS LB
PTH 4i2E 2 D AR ZETLZ A0, I LeAR L 4E bR 20 i A
+ A 23 (fibroblast growth factor 23, FGF23) K&
Klotho 7£ SHPT 7% i ML il v (9 1 1 32 i 45 2] 1) 3
b CKD #f J&, 78 1 IS | @ M PTH /K284 2
i, FGF23 J% Klotho 3l £ A& A= el A% , & H i vl PS4
R R AEMUE A Y EAR S . HETA R, X LA
T ZIAAFAEE E A0 R A BAE . A 3Gt
M- - HHOIR 55 Bt CKD A8 % SHPT A bl 7
PITEH

Klotho %t

Klotho 5z DLty 7y it 2 # i 44 (9 B 1, Hs 40 5
BEA K. Klotho(-/-) /NI ELR I T AL
CKD-MBD (#) f 6ift = M 4540 (A 46 i 8 45 1k & =
BrEsAk) i H I A 4, O il B AR PR AR
Bk LR W 1 DL Rz sh i 2 e i 2 e gt
NEZ R BUF 3K Klotho , 4n'EF /NG | HER 55 1 L i
ok BEE 1 Bz A K 2 255 A R R IR 55 A 2
FERRNE, FHAT B RE Y EE
JiE, Klotho mRNA = Z7E 15378 i /)N H@%%J_,,E\YJ\E'%‘
v/ NE 38 o Klotho 25 [ 2 AL 1 ¥5 &R 11, 47
FhEA 130kDa, 4550870 2 AR At

ki CKD i Ji&, Klotho ik /b, ifi H. 7] 5
F FGF23 197t Hu MC 267 &30, 76 CKD 1 H#jj
FIRWE T Klotho 7KVt It 98 2L, I B & 5 1) g i
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JEBEFTPEREMR . Koh N 210K 10 {5118 15 55
TP A B 2L, BR A7 B 41 2138 3K Klotho &
REAMNELIER APRE , A RZHMLT 5% .

Klotho # [1 /& FGF23 {4 2R N 7, 5
FGF #Z{& ( FGF receptor, FGFR) J& i, Klotho-FGFRs
WZRE G, s FGF23 57 K45 6 i ke = 1
Rk S % FGF23 7F Klotho-FGFRs 3L 32 {k &
HEY LR ZFER, AR, & PTH 4330
KA P IS PELEE 2 D K. Klotho 2 A4
AN A3 o B A I 4 ADAMIO 5, ADAM17 L) K%
BACEL 5J41], SR J5 2 A E A ML PR 2 45 8 vt
43U LY Klotho #E 4 1 3 i3 A 1 o R 4K #t FGF23,
PO oty /NG L B B - G 32 T NaPi- 1, 9820 30T g
/N T P EE A, (R PR, 2 5 0 R AT
7 5 38 35 10 PH S 3@ 38 TRPVS  TRPV6 I ROMK1
2 GE5EAFI A . 4R Klotho 2 1, iR BEA
it FGF23 1y klotho/FGFRs 7RG S Y
SR 5EN/8 ATP B IE B 64, B PTH
%%[7]

Klotho AMUZ 585 B, £ gES 5 CKD
Hpb g PR . W58 & B Klotho ( =/ + ) /N B
i@ﬁ%ﬁwjﬁ;ﬂ , 7€ Klotho IR 3K /471N B B fin
W5 A /N4 ) R AT 4 AR 53 Ah, A Al AR
Klotho 1p.vLL 5PN R P 2Z a4 SeEK, T

25 SHPT AR AP 14 105 PN R 40 B 63 405 2% il 7 465
ﬂc“‘] o AIGN 37 AT AR A R IR 43 7Y Klotho
B, RIME Klotho & (/K ALK B, HA S
S e AR SR B e 2 ThBe R Rg " . sh s
JFSE, Klotho Ji%%ﬁj_“li?ﬁ CKD 3 i B AR il
SR A5 16 o X AT B G YT SHPT 1845 1k
P LY

B2, Klotho i1 AL 14 A 1R £ ) @ V5 A fif
ge, il CKD kR Klotho &3k I FEAIHLIEI ; 732
Al Klotho Gr{rfiz i I E FH 2 HE 4L 40 FE A8 H 5 B 45
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P P T R A 32 A 3 i /N, - % 35 - NaPi- I
JPHES T3@ 8 TRPVS . TRPV6, &2 ROMKI th F FAF
v /N 38, T Klotho 32 2 7 378 g /N 45 32 3K,
Klotho (1)1 &8 i 55 43 Wik J2: [ 4 ik A e 1 H
(o

FGF23 &H

FGF-23 =2 i H 4 g 43 36 , 43 7 32kDa ™"’
FEAIEERE S FGFRs/Klotho ZKE HW45 4,
DI RS , #0] PTH 43904, BEAIK 1,25 (OH) ,D; 7K
-, HD 2 MR 2% R R IR 55 I RO R AE E IR,
FGF-23 38 1o B {1 T I /N 45 19 6085 % 12 + NaPi-II
(2638, 12 HEWE SR R FGF23 5@ ad 41
i 1-o0 ERARBEE A , B0 2438 Ak T (75 10T 3 /)N
EreR 1,25 (0H), D, B4k R Jois P g A ™= )
PR BRI PEEE 2 D K L v
/NG FGF-23 AT L ot 4 B /NS b Bz 200 2 35 45
Wi TRPVS LK BA-58 3 (7] 4 3 1 11 8 9 455 | 4 14
BRI, EHUIRSE MR, FGF23 375 PTH AL HIA A
BHHG . BF9E s FGEF23 m] fEiE 17 Klotho B¢ dE Klotho
R 1 7 42 4W ) PTH 43 36" . FGF23 ] 3 3%
MAP 4B PTH 89503 S & 1%, 1A Klotho 4
PEfg ERK £+ S 958427 . FGF23 i PTH 1y 55—
TSR AR klotho AR : (1% 45 1% s W2 i/ = 119
NFAT %42, 16361k Klotho R i /)N BLH R 55
Jit, BN A klotho 1E b FGF23 [y 437 &, FGF23
AP RT AN PTH (45 8 S o310 , 6% ) e 12 F470 ol 57
0] J2 % FGF23 % PTH (Ml 0 . e 44,
FGF23 BBl R e 4 B, B 5 B w1 5T,
S ES FUBE BB I 5 A . RSN S $E s
FGF23 F B o5 B 4 B oAb, I SR AR i Ak 1 56 ot
i,

Bz CKD ¢ &, Klotho 315 T F&, FGF23 #F
CKD 2 ] Bl JF # F+ 5.t B, I 4% . ®% . PTH K&
1,25(0H),D, /38R 7 1E % 5 Fl . H A i A 68 BH i
FGF23 Fmmitash I £, {H FGF23 Fh & nl fig & A
XS CKD () — i I P S 0, 3 2ok 18 2 o ol HE it
JRASE W W T 4+ CKD SR 1045  # Sz PTH /K F-7E
EHEEN, BRI FOF23 T & T FGFR
L2 4K Klotho Br= 51", s CKD KRBT &
YR A= P e P AR T L R FGI23 Hp 2y i kit
it A AT HE FGF23 S T HA A
FGFRs, MANTF 2 klotho 4 32 44 (.o i %) FG-
FR4 , M7= A s ™
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75 CKD HEJRI B, B IE K R S5 I %) FCF23
(9 B2 B AT, Bk FGF23 HEdT, M8, 76 bR 25 5E K
B, FGF23 i i 3% MAP 8 i 4l 4 PTH ) 4 H]
JERHIY . HUIRSE MR FGFR1 53 Klotho ik iy T
WETRE S BN FCF23 k4t . FGF23 [yt Th
7 PP R 55 40 e 4 4 K PTH K SF- T T
PTH e FGF23 HE— 5 THi5 I OB G R
CKD R b i 67 1, PTH 7H5 & 1,25(OH),D,
IR FGF23 4 ity 208 5 B 7 SR, oAb A
T A5G RAAS AR T 7 A S R 45
WS 5 FCF23 1= A 543 ™ FGF23 165
K OPAR T, %t CKD B35 1) 2 Fh A 20 e 38 %
SAUE ., BT X R A5 A, R B M 14 )
REM TR FGR23 SR E K, I
ST HAAG SE ) B DR EEAE 35 28 000 ML A8 S )52
M) o

HEERD R

NG D R, A PR £ 2R A . IRE
BBz ko VitD, K VitDs #f 2 & W oh g i
e VitDy AT HE Bk 7 U S (4R 3
D, HifA) & M. CKD B E KR B A S Ik & 4
AR D AP T, BEE CKD i e, 1% H
LD, FOF23 5 7K Ko g W B R AR 1-o0 PR AL
KAV B KA, A2 CKD (U BR 28452 15 70ml/ min
i) ,1,25(0H),D, AKERIFRE"22 1 Hfh T
JHRRASE CKD #EF2 P AR .25 (OH) D [, 5
B, IR RFIER R 777 0 5340 CKD AR,
WL A ME SR ENT B 4842 R D 456 E
FRdZ, windE 1,25 (0H),D; AyEL=. 1M B
CKD RSN , B L HR G IR GE =R D 2K (vi-
tamin D receptor, VDR ) A 55 4{/8%Z 1A ( Calcium-sens-
ing receptor, CaSR ) FE ik 45 T 72, FR 25 fig Bt
K VDR Y35 T BEH 0 -5 40 S 98 2R il A P21
Fe P27 B K- Feah AR 520 sl it R A KA
F-5Z 4k (epidermal growth factor receptor, EGFR) 45
() TOF-o {5 5% #4295 VDR 3k Fh™

CaSR X2 1K, VDR 2 Z 1k, 2454 %)
HOOE T, K AR5 sk AR, 1,25 (0H), D,
Wt VDR AHEVE . FAR 5 M 4t M 2 3K 5 7K 7 1
VDR,1,25(0H),D, 5 VDR K 4t H iR Wi 52 59
(vitamin D receptor-retinoic X receptor, VDR-RXR)) ,
5 PTH JEPI 4 A2 28 D B e o fR 454, il
PTH 3 [ % it e R i 4 77 % CKD it
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J&, iz HL I Ok 2 A e AR e RO
1,25(0H), D/ VDR BCHAOKF TR, 5380 PTH 4%
AN, T H VDR 35 F R, K 1,25(0H), D,
JKAP L AfE LL 5 VDR-RXR &2 & W) 45 &, = 2
1,25(0H),D;xt PTH BLEANHIEH AR AL CaSR,
VDR J¢ FGFR/Klotho 3k B T & , S B HUIR S5 iR
X145 VDR S0 R FGF23 B T R HAR 55 i e
BRI A 1) 45 R A A

55 B 3REL

NRAES B, EE T 3 A AR
(HRE A, o T8 14 R 5 55 S U e % HE
5 W K 1,25(O0H),D, it CaSR & VDR % 4%4EH]
IV H B ACE2 ) CaSR B 4R i 4155
TFRUNOAE . 455 87 T BRI, 7R 0B sl 8 o
PR TG A7 B9 PTH, Qn SR RAH Sz, s /b PTH
B, WS B T T FR ek UM s 80K, W) PTH
BRI, 3% A IR B SR K18 M mRNA 4 E
PEPS RV E AR, RO AR R
PTH /£ 25 ER PTHR |, 4 3555 i 3 10, 48 1
#4584 PTHR I, {2 E 15 A PRI, PTH 384 T 2]
BIE, LS 1,25 (0H),D, 43, J5 EAE 2 S 1
6 VDR I fi i B J a5 i I e, 1 FH 38 FECR 55t
Pl PTH, (3 2745~ B, vl RE At B 2 /E 35
JIE CaSR , fig #E45 i FH WG i, 3% 5% PTH (VEH . BEE
M4 X AMER RGE R . HAE CKDORAE T,
5 RS TR

CKD FL.H# klotho FikFEAL, FGF23 /KT &,
PTH H4fi1, FGF23 1 PTH 4P 38 i B A% B /N Tk
25 S % THI OB 76 32 7 NaPi-T1 26 2% R il /0 B 1Y 8%
W, Ak R B HEME . PR, CKD R0 i s 3R T
(AR 5 Dfgit i, Klotho SRk HF4L T B, FGF23 I+
F&,PTH J+55,1,25(0H) ,D; R, fic&X CKD 46 4 ~
5 0, M T iR 5 T A 7R A PTH RS 224 110 85 551 S 44
A D b I, i CKD IR AT = 9 i 57K -
WIS A5 BT

FEmE  PTH Fil FGF23 22 [a] i) 67 52 15 B0 76 18 15
Bl R R T LR bR
SR PTH 40 %2 3125 PTH Bt 5 a1 . it
VEFIASHHS T 1045 J2 1,25 (OH), Dy ¥ B . Ifi K I
NG A4S A IR PTH 7K, RS M i 5 v
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JE W UEIREX PTH B2 o BRIESZ 45 16 IR 55 i
YR IR T Z i — BT 5E

e B BUSCE A T, R 1, BRI
T I8 A A W R 1o A
P, FECE A =BG (2 LE BT (hemodialysis,
HD) [ 630 B AL R BRSPS 88 b Y
HIVE A R W ILAE 8 5 20 CKD 4 A9 1M
EFREARSR A A LA B AR A [ A I A Ak
— PR TR IS A A AR BEBR A A5 4K, 53— R AR A
15 B CKD 8 3 i R 0 A R R
15 HD 85 v, v B LT e B 1S RS AP
B, BT B T AR £ , L i R i Y
I PERE HD B SEwmR R ) B AR A AN . X T
BT MRS RE o T ELZE AT S BB ALAE , X bk
P S AL I R AT R

H ftb

B XS PTH BHEHTHA R 72 CKD 4k % 1 F AR
SEMRI A AR N 2 — . SREFIETE R, UG ARSIV |
X HH P A R 41 ) i 4 g PTHR () 3258, 5 i 8%
%t PTH LA . 78 CKD ##%,70% ~90%
flg PTH Sl A4k 09", Pt PTH f) 4= B8 ) 2 %
I, BT E PTH &30 (iPTH) 425 E Ak S AR
fkiy PTH, T1fif iPTH 544k PTH B W AH G, FAEH
1k PTH JCBH fg SC I, A ik, iPTH Jiz it &8 Ak 17 34tk
A, R W HE RO BE S Y, S 4, B & L DKKI
Je Wnt/B-catenin {5538 18 76 JR #5028 T 8 M &
TV 18 K W A A r A 4 FH L R A8 5 4 A
BN R H R S REIE R e A 28
PG Z A TTREARE /NS Klotho JEPR FRIE IR R A
TR 2N B A A R LA, 5 RANKL BipfA],
VLR R 40 B DD AE, B2 CKD 4 I 55 45 1
IR I PR 22 E 85 1Y 5 JR R ML AE 5 CKD-MBD
AOC N, = PRI IAE SAR4EA R D KA — ¢
£, AAfES SHPT Ay Ags5 g e,

IR BT 1049 # & CKD-MBD % g L1 v B 45 |
i .PTH . FGF23 J% Klotho %7K -7 {L 1) 55 I 7R 7
LR 1, sk se PR A VR A 2, R 1 IR
AL, WA s AL, ULIET 20 BT PAUE 9T AR AN
Wi B, SHPT A9 & i HL I I8 2 A B 8. #iinsT
IriFE sz L,
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