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HH NaPi- II b (Sodium-Phosphate cotransporter 2b)
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REHRH RSSO 5 EILENT 9 K AT ER £ B84 300-600
mg o {EIMBEENTIRA » FHIRAERT—XK - B
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§5 3 (calcitonin)™ o 35 4 4 4= F2 D; 0] B4 i
BN FFHIRI 5 RIHIR IR = 2 DR 2 e
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HIRIGHITER - B2 ERE - mlmt
PG~ Wk BT o R R B S T A AR R D I E
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5. FGF-23 BEd|ME §51t

FGF-23 K G&r I ACE2 (Angiotensin Con-
verting Enzyme 2) » & {& f Il & & J7 3%
(angiotensinogen) 75 Zy R IMAE TR IR 1T -
MNEME 51t o 53 FGF-23 JRA[ A iE e 4
D WEL - MENLERIP - HINER
JIZ B - SOME M FH B -
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BRI - HEWE CBE - BREEEE
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BB EE A - BRI IE R E -
Frll » REEIEREZGROUT » B s iy &5
{LFEREES -

1. R A E WA A

MR IR IG5 AERF - 8 A=Al (mesen-
chymal progenital cell) fEA[EIAVERES » 23X FH
R - AL REIRS AR - 20 JLpHiN ~ B
WA ~ B o B o R A
R S i 5 SRR AR R ROINRE - B
SHEEGEEMM - bR EENESLIREE Y - 1

12BN - SRS - IR
T — BRI - R E TR 5L 5
HRE - B s A S - 58
R 2 H SR PRIA - RIS A OF A BhIRo5IR
BEALAYER SR - ERETERRIME 35 K FERIE5 1L -

HLR R GREINEPLERE - 200 :
TNF-a, IL-6 55 » Ff DUE W= - 38 R BHE
% > ME NS LRE R EY - 5340 - Mg
BEATHIIR A+ HLTLR-9 SZH3E ME g g0 - i ik
TLR-9-1237 T/C#4JE » IL-6 7} 5% o F Lulbff 42
th BRI FIR R TR - IL-6 T » CRP T
o BRI RIRIY
2. [F]2E RS (Homocysteine) ) g 22

181 B g 83 L[] D g 198 A8 R
BT - sl F R R R o FEDO R
ARG F— BRI - RPN - CRP
(C-reactive protein) i 5 - X 3% B 18 2% & 8B
H o FER TR RSP - (2068 CRP g -
RIS R - SR ZERRIGIR R~ iR 1% -
e B o Bk 5 B 1 2R TRV RE T - RIS R
WINE ERERE - BV AEN  BGEE
FEARRIRIL® » (B RREIRE BT - TERR
[E DR RIS A -
3. Wil LS (Alkaline phosphatase) 522

I % S ¥ WL #H ffd A3 2 pyrophosphate
pyrophosphate GERHBESS ~ % IR 2 1L~ 3 L
ARG E A v IRk e ) FHOTR R TR IRE i 1
R 4 R T B 2 'EREZK fi# pyrophosphate 5%
Fo Wi P - At AR R BT - B &R
RE o IR RIS B gy vk ol P i 3 1 1
o BUAT ERSEITIAE 5L - s S LA
W P S T RIS 15 A 0
4. AR

ek FE gl DC-STAMP (Dendritic Cell-
Specific Transmembrane Protein) iy {E A » i i
J3 BRI 5 T L8 B RANKL (receptor activator of
nuclear factor kappa B ligand) f4{'E FH i il it
EAHA - nsREE AR E B R AER - 3SR
IR SERIRE 7 - MR r#s(e°" -

HE A2 38 K BEIRAR A1 18 14 B i 19 = I Al ~
eI e ~ K SAALEE TR I $5 L E AT -
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EHIRIHMEA FEK » GEE (5 I i LA I 25
carboxylated MGP (¢cMGP) » ¢cMGP =] #]I f| BMP
HITERE » T HNH M e AR 510 » 18
HE AR 3R Kk 2Z I 5 {5 A coumadin SEHTEERII
8 N HE A FAKA B B 7 4 uncarboxylated MGP
(ucMGP) -+ (R fEIME i EAR RS - fEm
ESEARE A B ErsiE o a7
AR IME S IAIIEE - S pkim s #51k > -

A2 3R CFF FHARIG IR IMGENTIART » $R
HL L BR A= B B3R (erythropoieting EPO) 52 J A 2
(hyporesponsiveness) 1Y £ Ifl » B = 1Y ff $80 2R
M (ferritin)  {HE MMGENT EF MBEEERE - 6
FaAfE AR R CE N IMAE 5Ly R » [ K] Ryt
432 C A LM Runx2/Cbfa-1 » fBESEE LA
R e I A E > o B34 - AR 3R C B
MO BB R SR » I Rk R A i A g 334 B A
RSN IR A S Bl - #E e -

(=) B3EE % 3= (Aldosterone) I A &

WFFEEEER - 180 B s B B0 R R
HIHIEHIR I  FE#R-Z Klotho FE K B, -
RV A AR 3R D332+ HA TR S I Al e v L5 7Y
WL SRS B ENFSLT HE0EEY
B 1% % (hyperaldodteronism) H9 4k H8>% « Klotho

xR IBMBRBRSIHEIEERD I (k2009 FK-DIGO*
ERIRIEEIRA)

BT R Rt e )

— ~ BB SR
T2 B 26 3 1358 S 11 (2D)
T2 B B 7 5D 1 (2B)
LSRRG G RIAYZER, ORI
T B s 1071
HAthR) B R R IR
B ARG
AIEH
2. EFHHIRERS S - B RS IR R SRR B A
R RS PRI (1B)
BRI E #5101 (20)
3. EERARARS G I RE e R ATIRE A ORI
» IR BRAIEREY (2D)
v DUMBGEAT R BRI (121 B i 28 SD*** 11])(2C)

*KDIGO : Kidney Disease Improving Global Outcomes
*HGRAT  AEEREEAY N ¢ 1 0 s 2, 59 AERALEIE
e+ A s B A 5 5 D, M

**5D 1 AEREZBEITIAHE

L

JE B3R

JRAT AR PiT-1 (Y RE [RIZR30°0 o S — KRR 3
B HEERe s R E - B0 TNF-a fi
S8 WL A B 1A Cofo-1 B+ 705 50 i 1 sk 19 Iilg
PERms&E - BEInEsAsS &= o M SN E Y
o fEGE MR F5 AR o KBt o M AL I
B~ BRI IRBEA LA LL AT A B 5 BEST
B KBNS e A R A e 8
% (mineralocorticoid) 52 #8 » [tk 57 {5 A% H B B
FHITERR - RFIVE S DU S A i S
b > AP DU YIE® o 16 = I Bk AT
J11 58 PiT-1 A1 Runx2/Cbfo-1 5 4 /Y 09 7 3 »
fEBEIME B LSSt - B EHERTE = Mg aiIR
RET - & N58NaPifyiE % » a8 PiT-1 09 1
FH -+ B hmmsr ik e - BB DIER i A I R #5516 AF
SRR I 2L 3 & e R (A e
I A RS F N f-xB R S I 8541 0 -

=~ @M BERR S mERaE

2009 £ K-DIGO (Kidney Disease Improving
Global Outcomes) 7] H 75 #% 1= [l i Y 4E JIl (5%
) o ISR R B LRGE T R YR LR - R
A] AR IUE P rE LA ES (B St - JRE g Nl FH
IRIRSE Je FGF-23 » fNEFHRIE - (HIMERER
FAE5ALE R © DRI - vasReie I B e i s L
W o B BRI LTS | 88 L BRI E P A
MRE B A -

AR i PR B RS 5 R B A S 0 R
b R FER B A & B A IR BRI MRS S 7 K
FH o JRian R
(—) EBERERBRE S H
1. S SIS & 7l

iR 0 02 HATGHR MUBGEAT 3 = LY
i ESEY) o BR R IR 85 e I &5 - K
2003 £ K-DOQIHYARHE » 1814 B gy 55 = J0IAN
FVUHA - BERTAR EAE R 4.6 mg/ml - (HAESS 71
Iy > H AR 3.5-5.5 mg/ml - ANRTE - /& 3%
MRS SR TR ~ LRI E WL TR - IME
1L ~ MRS - RIBEAERTH 18 I B s B
WEETEYR A - tWE EEE M E LAY RE
{0 P B B B ety (5 ) SRS S B IS 85
LAY ERE -
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BV St e i s AL 3 R o= bl i ]
PERE A B BT oA h - EUE Y S sy
I+ A E IMLEG AR SOE R AR S FH R R
£ WHEMKKRNZES o 5 1Ak
EHIITLRIR 4005 - MESREFS T &t
F5 Ry 250 700" o Ry bR DIFEE ERERS S8 - 3
e M5 Ay Ja b - AEed s H M IUT R EAR
T TR - SESEE - BHUSKE
iR FARIC RS - EEE27EC -

2. EEnA RS S

WA IR RN R EEEY) Ll o K]
ReSn B BERBIRI 798 - FIRERS STROBCR R - B
JRAERIHARBR R THERT B R B R R - B
SEnMEY IR EE G - BMEEA S -
AR RO EE R B I - PR EETIEER -
SR G B BRI - WRBEERRI A 1% - (HERAR
SEHAEHENE - RURAEEL80ER - &1 » K
B IR .

3. & ## (Lanthanum) FRERS & 74

WEAEFERR M BREE N BT - SRR R
IE={ENSBEBEAS S - At DAAIBERS S EE Tk
T I {EAESIE o SRR BB A O 0 K
FH endosomal- lysosomal - 3 AR @ f&H/ NG
PR RS - BMEMEE IR RS - RIVIIR
% - HAEEES ~ T~ PR AR IR
GRS BRI EE RN > BHE
BRI LT o SRFR T A AR AL I Ak 77 sk 2>
MEFL » T EWEER - ffE 7] B
B S5t - 32§ (calcium sensing receptor) *
AR I $5 1 56 -

4. SRR TR A

1980 41X, » $ER P2 B Mk S 7 -
R 2-3 e E A bEE - REE KRR a7 -
BE2e R DASEETERE ARS8 - AME R AR
EIMEE - RIS M F LR TED - H g
T e R A Y LS B RS 4 RS T AR Y 1t
RO e BRIAGA - SEEE « Iy « &
SEM RS o KIBL - DISEEBRES A > B
TESER -

(Z) FERBRERVEAE ST - Sevelamer
Bt AR IR EIA RS IMBE - DLE SRei &8y

BB AS S R  » (ESE W T SRR T RY B E
R andg 18 s E §5 eI - iR
HORRAS R B R - BR AT R e I A i
SREIMAE F5 LRy JaBs - 53 A rTREFE LAY {E
F(RE=) -
1. Sevelamer FY{/E F FifiE

HETERR L 6 IR BB A
& « sevelamer HC1 (Hydrochloride) F[1sevelamer
carbonate » 5 [ #H &P 2 BE B T A MBI IE -
sevelamer Fy— 1 iy A (I BEIE - HETFZHY
W EERERY, - S8 el BAE I S E T - AT A R
K HERERE A o TR a0 -
2. Sevelamer AHREEG RIS
(1). Sevelamer R RIFSE (FLZPY)

TTG (Treat To Goal) BfF5Z 200 {37 [l & 35 7K
A 0 BRSPS S8 —F LAk - Frgl
TR REIRAY #5516 » FEAR ] sevelamer
— RSP LR EET % o P ERYE)
NRIME G R - Bl sevelamer BN -

RIND (Renagel in New Dialysis) 528t
BTS2 MEENTHY L - LR ] sevelamer
FIE $HHIBERS S BIABOR - 2B sevelamer
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Cardiovascular disease is the leading cause of mortality in patients with chronic kidney disease (CKD) which
attribute about 40% of dialysis patient's death. Vascular smooth muscle cell (VSMC) calcification contributes the
most important factor of cardiovascular disease. Arterial calcification is divided into atherosclerosis of intima and
arteriosclerosis of medial layer muscular tunica which is the prominent characteristic of vascular injury in CKD.
There are many risk factors promote vascular calcification in CKD such as hyperphosphatemia, hypercalcemia,
secondary hyperparathyroidism, active Vit D, overdoses, and inflammation/oxidative stress. However, the elevated
serum phosphate plays the most important cause of vascular calcification in CKD. This review article will discuss the
pathos-physiological metabolic mechanisms of vascular calcification in CKD and the role of non-metal containing
phosphate binder in the treatment of hyperphosphatemia. (J Intern Med Taiwan 2014; 25: 101-114)



