R
M ERGE A 5 D, £ R BRI EM

Bs! O EEMES O BEEMY G F 58T

Wik RIS AR T A TR S A A A A
CHERE FEA
9K ZHMIA EEHER
CHERAGRE TR
O Tk RS
A

BRERREAMMGARREEIRZRAES B~ BAELXD; ~ 8| FRBREFARH
BEE: mBEMNNTFTRREEZRBRE P ~ B0 2F AT TR0 FHL - 238K
RMFENRARTHEZHA | - BHH RBGRAFTIERNRLGEHEE L F D,y(1,25(0H),D;;
calcitriol) R & B LG M &) TR F L HEE © 1248 A calcitriol & » FH A & FRB F L5 8@
B A o B R A J) B (Adynamic bone disease) B9 AR i€ 0 TR R A EF ~ BEAY G 0 BERFR
B hnd BHALAR > MG hm ANRTE - ERETRBEVAEE  dALFE
lo-hydroxylase 75 A & £ » H la-hydroxylase & & H 1& # P (substrate- dependent) » R #& 7 &
HE A MG A K (25(0H)D) » BF g H calcitriol 89 A& © ZHFRAHRBEREALA ED, M
# 0 FRAEA AR S TORAR B 0 B sy ~ BREG LA R A R4 calcitriol 9+ 20X — o B
AEMBAEED, HBARRIMIZR > WOl » BEGR > KERE > EBF I BHAL
B o AXHIEFAF RS FARRALEERI » BRANBHVERGELLZD, L EFRE SR
R P R A B e

BAS2ET : 1RSSR 25(OH)D (Calcidiol; 25(0OH)D)
SEM#EAE SR D, calcitriol (Calcitriol; 1,25(0OH),Dg)
FTESEM A SR D, (Paricalcitol; 19-nor-1,25-(0H), Dy)
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[l

BY

TE1S B BRI A > & AR e ZR N
220 mi/min " > [ B RAAE B o g R
calcitriol i 7V ~ FGF-23 fllKloth 8 & #& 18 % »
AR e h B SRS R R o SRR AR R

RNy W K0 B AR A o RIS O A 1
Al FIR PR B RE TUAE o S5O 38 1 BI FH IR IR pE e
JUERIGHEE - B RiI(E R PR w60 259 B
calcitriol ° {H {5 F{##f calcitriol 15 R IRF & & [HI kg
AEIMES ~ & i s DRI E 5 LrIiE o 5
o Al LGS R B o DRI CF R IR 7 Bk T AU A

BN a3

AR ¢ AR TIBES 31298 HTAERP A R BT A A SR A A
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A2 58 D, HYRIFREIHE » FHARTE S 8 TR R FH IR R
JUAE o 38 SEH R I AAE 2R 3R D, YRR - BRAE
ARBEARE AR RS - BEA 55 & i Eh
KR RIOFERIE © AN SCER /T RHEL 38 Dy RYZE
BAERS > TR EREHT — UG e A4 38 D, WA
IR, o

— BB TIERREE e

—RME  EBEIREZWEE A - B AREKE
PEZRHITE 60 ml/min LU NI - &I ARIR R B AR
ZWE LA o EE IR E ML o EIFAREREE
IR AS A o B AR IR b ME A 32D S e R P
T HERVEE o RESE R R s D
BUIRE o B0 20 DAY B fe A 32 Dy AR R R IR
B8 TUE > (BRSPS At R D BB AN »
B N SR IR % o BIHIRRR SR TOE ST
EHHTFLE > B TEEREA B E R
S ETT - BEER B LIt o R
PEEIH AR R TCE R e E R = S GE - al
OBEIMAE R ~ SIMEE ~ #R ~ MEFHL K&
RIEVIREEE G A B E AR S o

ES 1 IR IR AT K A MGE AT
HREE » SRR AN EEAWERE 56
—{E K FE B ORI E = o QA ONUEZE » Ll
505 o B I L AT EEDE 1.5 mg/dI DAL - H
BRI E RIR S — M A L L s s —5
ERIL T R R B R Y o 1B =B SUMIRE T
(P9 A L B2 T E B A o (I T 3 1 e ) e
o% o Sl B I A Cathelicidin (h\CAP18) 7R
A Nt > Cathelicidin 2 —fEHTE MERL » Hifirh
IR > I A R M PE R gk A 2 o
(—) BIFRARIRE RN E RS 2

15— 4 82 (LENTR AW KB 5E 50 #r
HW AR CIRK > #BL0ES ~ BY ~ gl -
BN R FAEE R EILT o (EREBENR
A o EHEPBEA S 0 55 SO E Y #5
ELECEAL o FTLAES ~ #h ~ BIFIRBRAIV R »
R R BAESL I i SRR RS
(Z) EIFRRIRE R EE BB E

Rix et al iR E - 7EAS VLB gfin i 26 2 #A
B4 - HEIFHRREBS - B5ESE

AR - NGB RS A LR R H R A
FHBA® © Taal et al Y W JE 48 SRS RN - 1E18 1L B
e o6 TR 8 B R T R BE E
b HAm A BGE 5 M E B % RS - i

TSR -
(=) B R RIRE T E SR BRI BB BN
7

TERBRERIR A » BREIF IR R TUE & 5
HEERAREL - BT & > $HIRD - HEE
FDAE ~ KFGF-231 0 » &R e BRI E i
HUEEYE o {E5 &I B2 EFE T (remodeling) > H
W IR SR 41 2 B B RS B % calcitriol » 55— f%
B FIRIRE - -5 BEHY 3 28R 5 H R A At e
16 o BB AR I B H RANKL (Receptor
Activator of Nuclear factor k-B ligand) » {EFH{ENE
‘i Y e s B A AT B ) RANK (Receptor
Activator of Nuclear factor k-B) 528 » {5 H il 24
Sy AL R 5 AR o DUEEAT B B R B AL -
ZEREE IR > B R TS BERY AR

o BRI IR IR R TUHERE - BRINGENE 5 M
TEFS: » I8 B g E AF — (I 58 R AYIRRE » I
8 98 BRI A oAk A s e 3 R T
oo AR DR AR T - AR A
S o Fr LATERIFIRIRR TUERT » B LB T
F AE P 5 1) A 4 38 Dy BRI AR ME A T R
D; > FEAKEIFFIRIRTTHE » 5 66 15 25 B 3 A
FTELBNC o SOMERIF AR IR R 1T & R - B L
AN BB TR > A ET o B
et e B B B SER TS T > ] LLo) My R A AT
AR 2 5 (HE AR R E  BIZEE A
HRpQCT (Quantitative Computed tomography) °*
BV st SR g ARt B o BLsR 7 e
(F0) BIERHARRZ=ANIE T ZKRAVRA TR

Kalantar-Zadeh et al (2006) 1 582 AFIW5E
gl s BIFRIR R A S I A ® 5 R
Feth B H BRI R - R A A ISR
ANRYE - 1£20105F » KDOQI #Hi e B/ &I FFHR
BRSEFIIR EFE 2R 23 “U-shaped association” *
& PTH B SE CZRHOR - 1M PTH BRI R A 5L
UMM 5 (HEH AR PTHE 600 L, E
I » HIL AR MA T RER IS » K AR
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*— : SEHERDRITEYD

& E M ZEY 1

JHEEES D

JilkiE %D

* Ergocalciferol ( & [FATIEAVAEL 2 D,)

* Cholecalciferol (£ RTASEF 15 IR e o fizes
Dy > IR 5 S AR )

* Calcidiol (A= J# i Fr5% Y 25(OH)D)

1. 1-Hydroxy Vitamin D
¢ Alfacalcidol
* Doxercalciferol (# £)=TELf' (=1 [fUREE D » 2
AT | ?ﬁ [*5% 1,25-Dihydroxyvitamin D)
1. 1,25-Dihydroxyvitamin D5 / 1,25(0OH),D5:
* Calcitriol
I11. Selective 1,25D (ZEHFEVAES % D).
* Paricalcitol (F7 ﬁ'ﬁﬁ‘[@iﬁ%ﬁ’-’ %D,
* Moxacalcitriol

REIE RER A TS PEHE A2 38 D 2R r S LR
(VDRA) ~ 5 14 # 45 35 D 26 1Y) (D-mimetics) B¢
HEPTR (calcimimetics) ZF 44 - Bt IRRIH AR IR SR
KETRE - HA]RER TR ARIR ARIIETEAR? « fly
LU H calcitriol 8 #E IR BEAE R A » I3 9H A
%R > BEBEENE -

— HEERDRETEVRINENREEER

e A2 2 D S AT AV R o) B JE TS TR A A 3R
D MG PEREA R D R (FK—) -
(—)HEEEDHIEK

Ak A= 38 D ] H B ' R G K2 R BB ) Hh JE
3 o {E BZ g W # 7-dehroxycholesterol #% H [5
JCHT G KR B S % B iR B T 1% & 7 25(0H)
D;(cholecalciferol) * 25(OH)D; /5 A] & &) ¥
JEAT - s T RE W) R S A AR R
Ds(ergocalciferol) © 1E IflL % H1 1 D, F1 D3 ) B ff
4 FZDW G & & H (Vitamin D-binding protein;
VDP) it & & > WE & BT B - 1 AT B A4S i
CYP27A1(25-hydroxylase) B 7K fi# {F F 1% & 4
25(OH)D(calcidiol) ° Calcidiol FII#E“E 3% D & 5
Il & 1% 502 2B BT /NS > 5% i megalin-
mediated Y F&1E > LUIELER (endocytosis) [ 77 =
ANE/INEHIIE' o 25(OH)DTEE/NVE MM A FS
la-hydroxylase [{F 1R calcitriol © calcitriol
FITHE A4 32 D 3288 (VDR) i 5 12 A MBI EZ A -
1E ¥ A BLRXR (Retinoid X receptor) it 75 1 X
heterodimerizes ° [t heterodimerizes 1 VDREs
(Vitamin D Response Elements) /X & » [ 2% I
i calcitriol 7 2 B F A '° o 7E heterodimerizes 52
VDREs [ JE IR — 8L co-activator [fff & 7E —#E »

& B 10-BRETEHRR

HamE RagiE T

[0 FP Tl g B ) T e FGF-23 ) _ETF

Bl AR AR 7 calcitriol - F
IMmsHY TR M i L7
B IE R b

T 5% B8 13T % calcitriol I RT2E Y » & 2B AN A
calcitriol /&SR ° calcitriol £ B /N HH R A A
24,25-hydroxylase liff 7K fift % » 1l £% 1 3 14 1Y
¥)24,25 (OH),D; ° % 2 1a-hydroxylase [ {3 7]
LK H AT B R (R ) ° Lu et al (PSR 5
B S MEE BmErE A > KEB AR a A U
R o R EREMERE b ER o BIF RS
e AR T R o 1519 1 B s 38t 1 1
R o U1 BB NVE Y 1o-hydroxylase B & # £
il > HIEEM % 0 1a-hydroxylase 75 M43
hn s BLE S B calcitriol » HIHIEI AR IR 2 Y
FELE ' o MRS HIFEIREUR - SRS E A
IR RE ZE 2 calcitriol » [ 7% 2 B il B K HE B A #E
4 FE DS A & H (VDR) » CYP27B1 k. CYP24
S o K I B e HE A AR 68 K 25(OH)D i A8
fi¥ calcitriol ° 7E I & HH At 1 2R 1Y 25(OH)D #Y 15
calcitriol %) 1000 fi = [KI[fii 25(OH)D5 #f > 1R % #
fawT L E 43 W (autocrine) B 55 47 W) (paracrine)
77 NEATER o
(Z)HEERDAVEIR(ER

5 FEnisEEEn G EER M calcitriol
TERERA © calcitriol A 7E/ Mg F B/ VE F Rz Al
REH TRPVS J& TRPV6 38 W Y5 13 o 1 A il
TRRRZE TR 10-hydroxylase FUYERT » T2 1M
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i calcitriol » PRI ANEHHIRIL < {H calcitriol 7]
I EEHN IR AR R E A o (RIS Wi
> H calcitriol FIEEE A 25(OH)D B E A B - 4
A 3% B RIS PE B s o B B 1o-hydroxylase
35 PRI 25(OH)D 2 & 2 3 325 1K 78 (substrate-
dependent) B 1% > & #E 2 3 DY JEUEF-25(0OH)D;
BE B » la-hydroxylase BG4 #H #1843 5 AH
¥ - 5 25(0H)D 2 5 BUEIRE I 1o-hydroxylase
(9 15 1 FH 855 4 o & {5 F calcitriol IF & 111 il
la-hydroxylase » 3fi ELIf& F1 25(OH)D 2 A th &
N e calcitriol BRBESE MM E5 9+ - a3 H A4
BHEH > HHKI80% LLH 73 w855 7 W E I L
i 1T 7 SRS o R A O i 2 1 By © /9 2L 20%
IR wem 77 XA ERA NG ~ Bdg ~ &I ARRR
ST B R ER Y o
(Z)EEHEERDNEE

— s - BAATREAEI By M kAR R D
F525(0H)D » H BE [ FE H 12 M B i s o5 A
I A B #EE FED 2 A 2 % o 25(OH)DAE I FH
() 1F & 2 I £%30-80 ng/ml > #5 [fil F125(0OH)D
/N2 10 ng/ml 55 #fE 42 32 DY ik 22 (deficiency) »
15 25(0H)DHY 2 & £510-30 ng/ml 55 # 4= D
FJANRE (insufficiency) ° NFK KDOQI (National
Kidney Foundation Kidney Disease Outcomes
Quality Initiative) 235 & I FH1 25(OH)D /M i 30 ng/
mll¥ - 5k 78 B4 F2 25(0OH)D ° 1F il 7t 25(0H)D
% > B2 la-hydroxylase 5 5% B (KA » SHEA
calcitriol FY) 52 8 S FE & 3 I » 3 5 calcitriol HY
AFRVER » {HIK 24-hydroxylase it 4 /R 358 » B
K fi# calcitriol #% » [A] It calcitriol 8 & T R 1€ o
HAMEAL R DI 2R g i » KA T E e
calcitriol Bl ]y I HIRBR ST ©

TEREGR IR B SO GRS — i A 818 1
X iR 19955 A H: 25(OH)D FETE 20 ng/mI LA E 7
IR AE 70 5% DL T H: 25(0H)D Y 5% B & 7T 28 600
U/ K 11 70 s LA b HAR & 7] 800 TU/ K 15 o

= MEERDHBRREENER

calcitriol i A 11l &l IR IR 2 WO AF H 9%
] IRE FH S e A4 32 D 2 B8 2 T B 5 A K%
MO o BREE WSS - SR HAMEr 2 S th B A

la-hydroxylase » ZHEIFARBRTE » # gl FFIRIRAS
5 7] jEE A calcitriol » A H Il &l HH AR BR Y 53305 o
Fit LA calcitriol 5 % H {th B #E #H A% LAY IHRE »
DU i EL 52 BT o5 B i SR A8 e IR i R A 70
RIERET

(—) BRI

1. A B RS EERITEA

Lu et al (2006) 36 e &l FF AR B 32 JT /Y 9%
A o BEBLEIF IR IR R B E H R A - HIL6e R
GIRZE LT W AR RGO E s fE4a
F calcitriol V3 % 1% 5% B AN {5 {50 A it 8 & BIR
(IFN-=y, IL-2, IL-17)3% 7V » GE 5% R 18 LR K »
ENNRE SR RN = R R il S T e s SN IR
H Y R I FE 106, BSAP (Bone specific alkaline
phosphatase) * TRAPSb (Tartrate resistance acid
phosphatase 5b) » 7E55 16 J&FEE & FHARBRZE T
WEIMIED » ek 28 IR0 o (EREFE MR IR
MR TR » HUAS B AN (R i i B 281
FAIOER - (s EE AN - WS AR TR S > 1T
R TR T 38 A B 3 e 60 4% 2% S JE Mg o - (B A
IEVERE A R DGR - BRSHVE IS 8 -
L RIS g 'S o
(Z)IEBERRI
1. LA R#

SR8 H M HE A R Dy Z W £ B
CYP27B1 FXfRPe ) » K MHE R AR G A A 58
D - R EA LA SRR > (HAERS T calcitriol
& » HAUR ARSI E "

2. e

FE 1930 2 1940 F(XCFEHL » (EAG LB 1
I > HASEI R p R Er BOR - MEEBUERE A
HAEPRHEA 3R DRV EIIEIR T > Halsery R A
72 DRI B 52 IR R S8 AR I (1 IR P A e 1020
IRILEAER T FR s B A 58 D Kot AE 32 DT AEYIRE
HIHIA RS AR i A KSR 22
YA ST LB T A A S F U R R R 2! e
3. R R BTEA LRI DEE

calcitriol 5 SRV AAGIIRE » T LGETHH
BEORE A LR PRAETE THERE - 40« TH2400 - 1Mo
THI Y o BIHGIRER R TUE £ R 2 #E 4 R DR
B THIREE{E A 2 LEk TH2 » B ARER R T
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S I A A A T % (L BE /) (Total Antioxidant Status;
TAS) & H T RErITE N » MM CD,, INF-y, IL-4
BIFER o calcitriol {5 &% » 15 7] S B HIALSE
R (IFN-y, IL-2, IL-17) 870 » {5038 K15 Il
{5 [RIBL AT FA%RE B #E SRR RE S] - FR{R— L b
FEIR A I 22 o (£ Lu et al 2011) BIMYE
Ba o S RIHARIR RS - H 38 e BRI S bR
ARG - (EHE% calcitriol IRIEZLARA
IMAEAIPTEALEE /] (Total Antioxidant Status; TAS)
Tt~ CD, TR ERE B drojose o
4. ER DI B

EE5 ~ B~ BRI B RN - 2
SE 1 & A 45 WL A BT RETE T RE e DO RE L Er g
BRCE M 5 BeAh > TERE S R R EALE IR
WOTE DL T A et B s v {5 B A
il SERRIME L o =46 TR S B M
43D 500u » FIREK 8% DKM B AIFL T A2 o
#E A 32 D 7E18 1k B I S 172 L ek I 7 1 e 2 2
B 16 1k (Biphasic) TRV #2228 - 1M FRikfE AR 35 D MUK
BARGE > (HBEIRAES o EBPIIE R T A
T 3 = AUHE AR B D & i B AR m Ay #s1k o H
FHOAE AL R DAG T#E m B - R EiE
B AR5 LA R B (1.8 million U/Kg) °
5. #EAE 32 D RIS AHER 1

Liu PT et al £ *» Science F2 £I|>° » = Ik Al it
] Toll-like receptor (TLR) 7] &7 5§ fff 4= Z D&
S FE > H A B R RE BT AR Toll-like 52
BEWOE LR - AT THHE AR 38 D ST RS SE IR R fE A
% DY la-hydroxylase Ifii &7 % £% [ [/ Cathelicidin
TR K U R R A o R AT A B A R R
o At LU 1% A TLR2/TLR1 & #f £ Z DK »
cathelicidin{G PEEL & I » HEEMEAEFZD L
%715 cathelicidin 1) mRNA th & 5% (% BG 1 - (£
lipopolysaccride (LPS) {F > ik H 1fi1 3R 2l B A%
k1% - &8 H Toll-like receptor (TLR) TLR2/
TLR1FF A1 /& TLR2 » 3 171 50 A I A Cathelicidin
s o mhnaE A RS2

PO STEFRHEE 3R Dy BRRIEASE
(—) =M BREEEITRA
£ 1% VE B B R A > 598 76% B9 IR A

& E M ZEY 1

BHEAFZ DR Z BN R 5 75 A R B B
% > B EE 0% IR AN EHEER DA EY -
TR 56 4 JH B U S0MS P B s i A B v Vi
PRIGE > {600 FF 8 20 5 e A6 58 D, 12 080 VR IR RS
AR 27%8 o 2 FA M B i s il ffE A 32 Dy
TREMRRE =

1 PRI A HEAE R DR A | E -

2. IREE B E G » AN BRI
BTN o ML S R W & A 24 25(0H)D
B FE 2 A A K2 I U R R SR W) BNz K ik B
Y o (I SRR o

3. AfRE R BRI E A RS HIE AR -

4. BITHIRD o
(Z) MR EHTEA

{E NECOSAD fiff 52 5% ¥ 762 {31 Bl 4 #2 2 Ifl
WOEHTRIR » BHE 6 {18 H 13 FErfs AR AH
6] > B25(OH)D B » RO i I & & s SR T
ARER RETE A B0 o AT S B SRR R
AR > AR B i A 25(OH)D #5
EWAKE » BIREE LW IR - JETTERE
& o FTLL2S(ORD R Z IR A > NE 218 1B
B SO RGBT 09R \ HPaR i 223" -
(=) EBIREMTRVRA

TER A B R R B DhRE B2 2 RE LB AT IR
{5 FF 87 AV PR A A2 8 D, A 3 (1 A 1% BIEIR
iR 3 ] 14 600 % 22 300 pg/ml » &% H IR AT I
BEARHGE? - B—Wges I > BELE I
NERAMEAEFZD » NMEATRRE AR - 1B E
H ke - REREMEKEE TS - FE S
BRI R TOE th g > -

0 GEEDETHERD EEMEHESRED,;

Paricalcitol)
(—) FTELEIMTEE R D, WERRIR

#E 4 35 D, 1Y 57 {8 45 4 7] (Binding affinities)
TR Y AL 5] (Transcriptional co-activators) [ {F
H o

T RUE P HE AR TR D, FIS2 R8s &% 0 B
[EY)'E (VDREs) {F FHAEMIIAZ A B K » 3l —
LR AHBAR TS AL 38 A S HE o (EAS R AH A 2
B KA A B35 L (co-activators) & A AN [A Y 1E
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34 o T calcitriol AT 780 3% 14 #E 2E 35 D, W 1E AL
FAAN[E] - a0 = # RS PR AR 3R D, B GRIP1
RAC3 » #/FFAEMEIIREAE 32 D28 » (HAfE
A AEGRIR SR ANE] 3 o AT & Bl B 2y
Hhad o B S A E DI > $HRIRE AT
HhEEAEEZDIE L MG - (HEEMNS -
F Doxercalciferol 8% 72 calcitriol % » H: AT FE il HY
#5 0 HE T A AR R D, B S o (KR
e ZDINELEIAIE o #EAERDZHEAE &
PEMmA R AE o
(D) FESEERD, HERBNEE
1. BRI

Hitgefs it - BhYEE N IIHE 4 32 Dy BAE
VIia NIHE LS FE D, » & P2 R HY A 405 I 1
7258 o 4l HTE IR R SR ~ M0 wh Y Uk
W o KiR BB SE - {HD, #lcalcitriol #Y 42 ¥
EANVE AT AIE o LIS AR R =09 DhRe
5 - calcitriol /& # 8035 T 4= FE D, U3 {5 » {H
ETE5 ~ BRIV o calcitriol £ #T 8Y 35 14 4k AE 3R
D, 19 1053 s At LA [E] 5 5 R 875 Bk WR 5 19 175
o R E R HE A 3R D, A A S0 ] EE AR R
FW TN HE B calcitriol Y 3 £ o {E 5 — g2 b 58
P U A A A 58 D, REHT N5 BE 0 1L 458 25 LU EE
calcitriol £ 44 /D ¥ H0w 5 A ALY RE 77 > 10 e
IR ERMBIRES] o B AIE TEAE AL 3R D, B
HE& B B 50 B EE calcitriol #1975 14 Doxercalciferol
SR g o T RIS A AR SR D, BERE R 5 W 5
AE A SR 5 B BAr > 82X caleitriol FI1IE 1
Doxercalciferol /A E LA » {HH @ A s
RGP AR D,
2. RS RE

(1) RERR{EEE 2 A

T IUE PR A2 3 D, (E TR EEHE PR B 1Y
WA o & FE 5 R /1 'E 1Y messenger RNA $5 1
#i& NB% » 4011L-6, L8, TNF-a, MCP-135 [ %38 o
AL cisplantin LB A » B/ NE S EAE
ME &M% > AITUNELE ik > n] s Bl HE
/NE B2 RARDL > AHR I G EMEA R D, %
BB R > (R /NG b R 25 L
Do BHELRYTE DY o MR A p R th
BEAES? o B LLHT BU TG 4 42 2 D, B RAER/)

EIIER -

e HAt g R B - B AN VAR A R D,
A Z1E 75 2L AT LLTEP gentamyein i 5 Y B i 5
FH 0 — R T RS 14 HE AR 3R D, RE H BT NF-kB/
ERK singaling pathway * Jk 7D & ik 1) 2§ %8 K 48
AEACRBIE 5 25 A I Bz A At i g ol T B
Jif (Epithelial-to-Menchymal transition; EMT) Y3
1o R/ INERIIA S 2G5

(2) BEAR M 51 by el gz

fEHEAERZDBZ WIBIE T » "l T
A8 P Rl 5 I > AELAE (5 P R 2R P e A 58
D, & n] LA BRI & LU R B34k » Sl 58
{5 FH 58It 200 355 R A A 32 D, 1% BB A R 1 1 A
ZE s 41 : RUNX2, Osteocalcin * #F & [ €4 -
FTRUNE TR HE A 38 D, IR0 B $51 LR R IR A —
B~ ER S ~ BT 0 B Bl
B WL LR E A R B S kD o R i
EISLHRE » ERRAE R IMBRAIRIL T - 35
% Wnt/beta-Catenin FJ 15 L4 o %5 1 B IR #5 7
calcitriol » I #5 1t & L& i & 5 {H I #7 B35
PEHEA R D, 1% » 1B $5 (L AH ST EE S > tha]
2 WL & M A8 (BMP-2) 88 15 B (KK » FT A
& 15 Mk E% %8 Wnt/Beta Catenin » 7] F #1514
At A2 38 D, FEARH I $5LARE S o ELEAEERIR
b AT T RN PR HE AR SR D, G B Y
Calciphylaxis® ©

SAAEENTR A A H R AR R R 150 pg/ml
IRF » bR H Bk B0 ) B IR REI LT & H i
FHAL R JEBE o DR IR AR SE 2R - {H
38 LR {5 FHRT BUTE PR #E2E 58 D, (% HAF G 2R
15 ELASE FE#E calcitriol BUANESZHEAE 32 DIRIEY
TRATEES

(3) HE PRI B s

FE—FINE R A B B EL AR S » FEBREIR
T 1 K2 Al L (HUVEC) LA 5] % 15 1 AGE-HSA
2R A A IR B B o R A £ o B A
M > 1 & A R Al A & 8 B Thioredoxin
interactivity protein (TXNIP) > Tl TXNIP & %
Thioredoxin (TRX) {7V ; TRX A & 5 —FH HL A
fLEE - ATHTHE RS » (R TXNIP &1 5E R
MRz ER o SRIM - AEE T BTG PEAE 42 3R D,
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% » A IS P 35 8 D TXINTP R
PAZEIAE - AHEIR calcitriol ANME LR o 1F
PREEAIE B > HmH#yE F LT TGF-p » 1
BN A R BRI R PE RS A0 (EAE (S
R ANE VEAE A 3R D, 12 - BRI SZHEAT AT HY
ZRIEE TREAIETZY o S s MEAE 4 D,
nHsEE/NVE b R HITIE K podocyte ) DI 6E » it
(REEIRIEL © S VAL 3R D, A Pk R
FHE proliferating cell nuclear antigen (PCNA) 1
TER* -

(4) ELO NI AR 72

FERFAE R » HlnayE s Lot - 1
BN AR A R IR B RO PE R S A0 - {ELAE f
PR RIS PERE A= 3R D, 1% - BRI SZHEAT AT
ZHAAE FRERIIEIZ Y o KILAFSe S Bt 42 D
FE IR A AH & R EE (I B - &5 25(OH)D Y &
AR - IFRRARERT AN - JAE AN 5% - 1l
BRI 3R - R R R AR A AERE - P AR (6
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The main problem of chronic kidney disease — mineral bone disorder (CKD-MBD) is the metabolic abnor-
malities of calcium, phosphate, vitamin D and parathyroid hormone. Then, vessel calcification, mostly caused by
secondary hyperparathyroidism, hypoparathyroidism, or abnormal serum calcium and phosphate level, is the major
cause of death for long term dialysis patients. Usually, CKD patients receive active vitamin D to treat secondary
hyperparathyroidism. However, active vitamin D3 may over suppress parathyroid to induce adynamic bone disorder,
and brings hypercalcemia, or hyperphosphatemia problems. These may further increase the risks of vessel calcifica-
tion and mortality. In early CKD, renal tubular 1a-hydroxylase is still active and is substrate-dependent. Therefore,
the enough amount of native vitamin D can produce active vitamin D, by the patient himself as needed. Recently, the
new active vitamin D, not only efficiently decreases hyperparathyroidism but also has less increase in serum calcium
and phosphate than traditional active vitamin D,. In addition, new active Vitamin D, has extra-skeletal benefits, such
as heart disease, proteinuria, immune, cancer etc. This review article will discuss the treatment of hyperparathy-
roidism and the other advantages of new active vitamin D, in clinical practice. (J Intern Med Taiwan 2013; 24: 288-298)



