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H w7, 3 = a9 18 4 5 95 ( chronic kidney dis-
ease,CKD) AW rik 13% ', CKD HFEEA AL
BER AL =m0 1,25-(0H), Dy UL, AR 5=
5 CKD R BA BV R . WK, G E4EE
2 D ATER T8 5 B IE RS AR AR
DAAEHF 85 0118 , 30 ] At i A2 4 B E DR 4
FA'2T A ge B AR 11 DR A0 S 2R RS 4T 85 5 A
M 2O ) R -1 AE 9K 3R &R SE (rennin-angio-
tensin system,RAS) FEZZ B /NBK B /NVE 18] i £ 44k
o AIHYEA R D 5 CKD W5 A —253k

1 H4EEDEYFH

e D TEARNA 2 FiRiAR, RO Z2 0 S 2k BR 5
J5 BER AR B BB AR B (D ) R ZE A W)oK IR A 22 fA
HAEE(D, ) ,2 B R P50 Y AR 240 5 L O A O A
M, 28 1.25 Rk e i 28 7y 1,25-(0OH) ,D, Ja 4
B 5 4EH: 2% D 5Z{A& (vitamin D receptor, VDR) 454,
IRIG BRI F RO . B IS 25844 R D[ 25-
(OH) D, [ #4809 1,25-(OH), D, HY FE4RE,1,25-
(OH),D, 454 VDR J5, A] fifi VDR N4 B i, 4 +F
HERET VDR K FS IR, B S R E R 1, 25-
(OH),D,/VDR & 54 T 18 KV 1 5. 274
BRAERESE , P T BB BEA QK Pt 1,25-(0H) , D,
R 28 B AR 8O0, T8 et O T R AR R R R &
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HEME K- DLAE RS AR E , (A S B A M 5 , 4%
R TR B /N AR BRSO L B AR s M TE O B Y
WK 5550, 1,25-(OH) ,D, Al BH ik FAR 55 i
oA 3] B R 2% iR & ( parathyroid hormone, PTH )
3, I b FOIR 55 R B A2 1A R Kk OK T, 32 T
Ca® " JKF, il AR S ot Ca® " (U PE RS 38 . B
IR A, 1,25-(OH), Dy i AL 51 2 AR £ L3k
oL, ) G B B S AR e M L BK JULIA) (RiTA R
i 55 2H 210 Al 40 M o3 Ak | Bt B BE B0, 1, 25-
(OH),D, =z 5 E K I O M B T
S AR GBEBE IR LS ER A% G S5 )
FHIG, X HE R GE HAE SO LA S RAS BAT H 25
42 P A PR

2 A[E CKD SrHEE%4EER D KERIH

2.1 AECKDHHEHELEELEZEDKFE CKD &
FHIRPN G D AE AR R R B A AR P
S sy P CKD 1 ~5 Wi## 1,25-(0H),D, /K
S AR T IE %, CKD 1 ~2 1§ .CKD 3 ] .CKD 4
1 1,25-(OH) , Dy AKCPARIRFEAG, HLAAKF 1E % fH.
Flg 4 KB, CKD 3 ~ 5 WIHE B b & A7 18
1,25-(OH),D, A & s 6k = 3 4, 1 H 1, 25-
(OH)2D3 7J(E|ZI§ 25-(OH) D, 7J(X|Z‘§'5J__E*H3‘é, E%A
SR 1,25-(0H),D, AP EEREZ —, EHIb
BF5E & B, 29 32% CKD 3 M % L & 60% L) |
CKD 4 ] .CKD 5 ¥ # BEMrT /776 1,25-(OH), D,
AP TRET o s g — RS SE, CKD 1 ~3
WIBRFA N 1,25-(0H), D, KF-CIFIA T B, BEE
R FELEE 76 CKD 4 ~5 Wit 1,25-(OH) ,D, /K-
EREK . AL, CKD BB ER D = Mk
TR E A 80% 1 HIL, 44 2 D 4 CKD H# 0%
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PERELL B LA 20 BE R, 4k AR 3R D X il CKD
FEE R R R K B B i (end stage renal dis-
ease ,ESRD) DL S B8 T KU A4 4 {H = T 1ML 7 1, 25-
(OH),D,, 4EEZR D Gz 1,25-(0H),D; IE%H &
A TR XURS: 8, AT BE S R N 4 g 25-
(OH) D, #e 4 AL, 51 1,25-(0H), D, K-V K
A, R, AR FE4E A R D RN BB VDR Gk
Z MELAA]IE ML 25-(OH) Dy BMR/K-PIRZS . (Hi
A E NN, 5B IREIEH I ANREAH L, Lo-F2 10 i
(G PEAE CKD 0% & 45 B K IVE AT, Kendrick
USRIV B PG CKD S, K BUR #SE
ARG S M AR 1,25 (OH),D; JKFA K, 55 25-
(OH) Dy KPR,

2.2 CKD BEHEE D KFREME CKD B
YRR D KPREARRIBLE] 32 LU LA 5T - (1)
BERETEBR PTH R Boi) 2861, 5B N 2K i (1
PTH AT AR 1o-FRAUBHG PE , S CKD #EfE Ll /N
BRI F WK, 2 BOR BT HERRE o2 AU BB
PEREAR,1,25-(0H), D, A/l (2)CKD 2 8%
AL BT 5, CKD 4 #1580 25 JF m W e , 410
il T Lo BB M, 5 1 1,25-(0H), D, &b
T3, e W AR AT 60 S st Ae i PTH 43304, 0] 9 40
P PTH-mRNA 4 A, 51k AR 55 1 40 i 3 5, Jin =
IS i B i AE B M 1,25-(O0H), Dy 7K P B A,
(3) CKD J8 & Fifi G i Fett Ji 23 th B ) o 2 4 L 55
S BRASAK , RS TB) BT 200 B 20 WA Y 1o AR RAAL , T
HEANERIE S R AR 2 la- R LB 5 25-
(OH) D, 1454, 4k im #& i 1,25-(0H),D, [
K", (4)CKD 83 B JIE 9 megalin (445 4 330)
HHRIRIKCFFEAR, M megalin & H Al 4E4 2R D
#5474 H (vitamin D binding protein, VDBP) 1§ 1, 5
Wi VDBP 5 25-(OH) D, 7E'¥ Il /ME BT I, (5)
VDBP & 1,25-(OH),D, W F &5z E M, 5l H
HH (serum albumin, Alb) JCFE IS, HF5E A B,
25-(OH) Dy 5 Alb S IEARSE™, ik 28 11 IR it
VDBP KA, 520 18 3 /)i F A, 5 3R
25-(OH) Dy ZRIG N, (6) LT 4k 40 Mg A= 1< [H 5
23 (fibroblast growth factor 23 , FGF-23 ) ] F =i il {4
W Ta-FRAL R BT, A 22 # IR, FGF-23 kK
V-2 5 WA W 1 CKD 8 5 R AR I R T, 25-
(OH),D; iy EZH E" | 1,25-(0H),D, (LY
FGF-23 T} & 75 = Wi M0 H5 8L A 3t & A7 78, M HL
FGF-23 Jhi Al 1,25-(0H), D, B Y 2 57 35
MFEAR , A 32 14 A 1MW . 25-(OH ) Dy 7KDL R 3R AR
B IIRERIEZ I, 75 A1, FGF-23 ih v] il 24 21kl

IR N 1,25-(0H), Dy Byt e (7) ARE 1k
PR e R R D FEARCD, = H IR S i ol
Z:a%o

3 RZELEDHBEREBMIRELEEDH
& BERIPE R

3.1 HAERDBRZIBRERNBRG  RAS I BOS
JEIE N CKD B B IR Ze i i s P 2 — , of
FER B, B A RN 1,25-(OH) , Dy & il 72
AT R KT, BOE RAS 48, ik VDR
/IR 2 5 | S B /N BR R I B JEE T i B K /e R
PR, 3T L B 240 e A1 5 S5 4G, 2F 4 % 45 maR
ik MR R 11 B2 KR E 0, ¥h RAS &
il 1,25-(0H),D, J& RAS 6L 15 74 , il iof
VDR F#EARE R L B33k KF , il il RAS R4t
TEPE Vel B R Ok e 2 20 B A, el /N R A
LA /INE T AR, JE R AT A 7R, RN K,
fRyEE

FEhih Kl RO ST A B, 4R 2R D il AT B AR
FITRR DR AP 20, 0 ] 2% 4 5 9, 2> 4 i &
FERTOURR, /N A M b Bz - 18] 52 B 40 a4 4k (epi-
thelial tomesenchymal transition, EMT) , #5455 Ifil '
SEIRE , TG B AELT 4EAL ' o 2535 12 ah k4
B 4 B Nephrin #5285 [ R IK R, IR TS PR 484 R
V6T J5 Nephrin , Podocin 525 [ 223454 il , Desmin
HREG . 4546 VDR /NEUE M S5T5 44 R
D B, ATHE AN Nephrin mRNA L35 7KF, b 2
1)/ 10 S S T Oty NS = B R 7 2 L
FIAN EMT /N5 (] R 47 4 e vp B EEA/E L B
Wr EMT ] &} 25 9 2 B 2F A bk e WG VE4EAE &R D Al
i (] 72 52 b5 &5 4 Fibronectin ~F- ¥ LWL Z) 2 F-o
LANMLA F3R0A, BRSO NE B Al AR S Y E-
Cadherin [ & 35 KV, B 40 # #% 16 4 K +-8
(transforming growth factor-B,TGF-B) /5 St EMT i3
2, [R]RE ik ] 40 2R e R Ry i, ki 2D SR S
51 /N 1A RAR 5 ST e A S o A BRI A R A
A5 RH R SRR RS b e B, 1,25-( OH) , Dy A] 236 15 1)
B - 42E % 2P 001 R A LYY B 1) R £ Ak Akl A
Patel 25" BF5% % B, i Ve 442 5 D "] 5 LA AT 4k
Yiffd VDR 254, J5 4 5 40 i 4 4 I (hepatocyte
growth factor, HGF) {EF_L I8 HGF Fik /K, N
il TGF-B,/Smad {5515, M £F 44k i i

BEDRI B o B S AE AR R FE B I 44 R D
Bz E5IE 1,25-(OH), D, 4:25-(0H) D; =
B RO PR B G R A A 22 4 b A
MaTE AL, B a0 B g 4R g . CD4 " (CD8 " [ CD,, " T 41 jify
& IS AR 2 - MR £F 4R AL IR 7 b i 48 A i
R85 R A R 7K TH s, B an g SRS R -
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IS % -1 (interleukin-1, IL-1) [ IL-6 , TGF- | Ifi./]>
M E N T2, gl K s R .

3.2 #AEZDHSHERPIER IWLEIETE,
257 VDR WS ANaTT , AT REARonE R B A8 O B
PR, FF I8 A2 41 i AH € 8 11 Nephrin , Podo-
cin ZFFIRKF [A] IR i Desmin 335, Ui/ 2 20 Ffd
B, Cheng 257 % CKD 2 ~5 ] 832 {4 2 %
i ] Jadad PEATEHAT AT, 5L B A AR LG, MA S
HAGEE A I I PTH R IF 8 3% Wb B H K, A
RS0 2 A XU 5 A . Deb 2550 FGES 41
TR S Uk AT % 2R 0 A5 DU B nephrin JE£K 6 kb
S5-prime |3 XA REAY4EA= 2 D /E TG (vitamin
D response element, VDRE) ,IFSZ T VDRE 7£-312(a
DR4-type VDRE) A fig 2% VDR/RXR 244, Wang
a0y N A A 2% D 5% & (human vitamin D receptor,
hVDR) %31 T DBA/2J /)N B2 4 JE 2+, SR )5
Hg/INERIFS ST W DR ' O , 4 R R 7R T R R /)N B
HHPRAKE WK TR AR

4 AR D FIFIRHEKRE A

4.1 #AFED HFE ESRD FIERMEAR 484
2 D B o Faim A 2= D AL, B ETIR IR
AR EANEOR AT EVA L A EN RN AP/ 3 S= g4
Pt BB A ST B AR R 20 S I R A 1
FHBE M P= A 25 BN, . CKD B A SRR N
ESRD, fii & 1o-52 1k i B AIC, 7 22 = PTH I 5iE,
1,25-(0H), Dy 7K REAK, 7] 510 178 5 005 12 1
B HESR A ) I B B AT R B (chronic kidney disease-
mineral bone disorder, CKD-MBD) & 5 I GE 2 FL .o
REAE #F 5% Uk 52, CKD /& 3% 17 25-( OH) Dy Al
1,25-(OH), Dy 7KF-FEAR, AR EAS B A 52 0
i BB ASRLME RS, FRR KR
T3 CKD B S st 0 E 2 A, kb e i T 4
AR D Al RAS R&48 75 L 40 TGF-B, V&5 IE
AR B 3 B A A | BELUBT A2 4 Y Wnt/ B-actenin il
R L AR T A R B R PG RS R
FRBT, AT ORAP 20 L, BEAREE 1R, (222 5 T RE 32
5128 I R BGAIE 523 P4k AR D 4500 7T IR M
THEG BT, BRI PTH IAE , (E 2200 I 55 95 A8 1F
Ji& , 3% ESRD BH W HUS >

4.2 #4FR D 7 7E CKD-MBD L& 1EHH kK
RZF  CKD-MBD Zg & AEA0 65 B e i i A B0
b B 2Pk A K BRI S, 8L @R PTHL T, 25-
(OH),D, i 5= %, JF Al A I 4 3841 2145 4k
CKD-MBD Zi-SAEAE M CKD S8 40 UL, 5.0 1M
AL SR ET 48 DI RERE AT SE T RS TS % )
FHE . CKD-MBD Z5-A fiE A1 2 52 M S8 5 A 37 T 4 1Y
S AR RS R o ek RS

FEANRA R, R4k & P BOIR 55 3 D BE JC F (second-
ary hyperparathyro idism, SHPT) 5|2 ¢ 15 % fb 51 &
W (EFLEVE R ) S W WAL, BF 58 & BUAH T T4
FRIT %, b 7R ] B AR LT PTH B i 2 ity
TR, TG G i SRR L (L R B s yR YT 5 5 ke
[ RN = 7 1 2 N S ) A AN o= @I 1| K=
T WA 7 A R e L A R D 2R s, R
PR D ZARME SRR A S5 Bk A
IMLIE , Gonzdlez 25" BF5 % BRMA ST AL BE AT A K
W MLBGE BT 85 1) PTH /K-, 2% SHPT, i ELIG IR
i 2 ke e, RO il i 85 /K

4.3 #4ED 7 ESRD ERMBEFRHINA  IHK
F5E K B, T P4k A R D AT 3% ESRD & A 3 1)
WiJa , SE K HAEFE ]S Boudville 257 % Bi 4k
A2 D X ESRD Hg B0 LA B &% 5 #4946 8
ZEH ,25-(0H) D, /K75 ESRD AT iRYT A& 1)
SO I AEF A 28 R 8 BB 2R A 5, 11 R BT 32 i Ak e
() R PO IS B AN BE T ) XU 8 3 AR, 4R
TEPEYEA: 22 D Al /b ESRD @B HT B 10 L e o
TR B ETEREEARKIN MBS T & A AR
D5 TR ST 2 BRI FH A 371 A B 1T R A1 S 3 A 9B
fE k%, N 4EA: R D 57 il 4E K ESRD i #7 J 3
[ LEFEINE ] . Mizobuchi 257 BF5E % B, 44 IR 15
I BRI R A 371 A B m] A i H0 L4 e VDR
FEIR A C LA A0 J5 98 90 S5 07 N AiE 2% 2T 4k Ak it
&,

(A 2 H AN, WS B AL EER R YT & 18m
FRAE R AR, de Zeeuw S5 K B, W BRI B 5 HR
1 RRIAST B AR A 1A 5K R EE AL B 6 3R
IR s o A= N SRS 3 R TN E R =5 S YA
HACBSRITHIN T A RN R AR ARG TEEA:
% D IAIT ARG IR 4L iR R D
R 3 DB 1) R AR, 1) RAS, i/ 2R R A
IR E (B CKD BRI R R s i R
D J5 Y7 v RE X 4 2 D/VDR & & W) 7 A Pk Ak
Mo PG, 44 D R MYIE K ESRD %4
TERIAEHBLSI L) S 4k % D/VDR %t ESRD g3
O LB AR S T — 2 A5
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