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*RFE— A
"B 5 o A A 3B I P
2 B] 5 A o kBB I 3 BB 55 9 B YA B
S B 5 K o A BB BB B 3 B IE PO B

wm =

1% M BB % % 4% H ¥ B J% % (chronic kidney disease-mineral bone disorder, CKD-MBD) ;&
CKDy% &% L HEF R 64 E > .9 & % 5% F (cardiovascular disease, CVD) B[ 2 & 48 B -

CKD-MBD #94% & i ¥2 A% 3% 61,5 45 5% % 47

& ¥ Ak A% & (parathyroid hormone, PTH) #n %5 4 5 4w

fits 4 & B -F 23 (fibroblast growth factor 23, FGF23) X3t & % » E Bk F 4540 » N & fm i o 5
ZA S SRS HRET o ABIKCKD % B 69 CVD R M » B F-H7 B 44 40 B BoA) - 38 3t 48 B A%
HHIEAR 0 EARIE BN SRARARIE A AR R E o ABLEHTR T A4 CKD-MBD A2 CVD 84
AR Ry B R R B RABEERIE C B RIGBOER -

RATEEA | 1SMEBMREYEERE/RE (chronic kidney disease-mineral bone disease, CKD- MBD)

(IR (cardiovascular disease)

m%Z#51t (vascular calcification)

il

[}

18 M4 B & 7 (chronic kidney disease, CKD)
RIS B AT RA Ry 11.9% » #3865 B LA I
E R HE BT 40% B CKD' » 17 & e b it &
& — flE A T B Ay B B o CKD i Y.L
Il %& ¥ 9" (cardiovascular disease, CVD) % 17 3K
A —EARE T USSR B AR SS ~ OBk
Wi~ DEANEER LR RRER AR -
JCHE] CKD WA - CVD s 5 2 g LT

fli CKD 5 B SE KT 30-50%>C o B T 1 IfIL JB&
AR BRI SEERN R TS 18
¥ s i 1) ' Bl 595 %8 (chronic kidney disease-
mineral bone disorder, CKD-MBD) FiT5 |21 #34E
i) AR 2 S B R R 5 1 S o BRI -
o Ry B CKD g fE 288 JR H e v 1Y 00 L R 9 JA
B G R B L » R M $5 10 SE A8 Ry i
CVD RS RL LS >0 o KL - IR R R
FEHPRES CKD-MBD #f CVD JE By 22 - /7
4 CKD-MBD # /LR~ 22 B $#510 HJ BE

WA WL @IUR 1 70428 T IEAIR 188 58 ARKEE B R K8 B T SR e A A RA



182 wET BTE PAi

i GRS RIAITG IR E AR R AR R THIY TR -
#f CKD R I LI E AR TR e R B =
B% -

CKD-MBD BY/RIE#EEE « T HANERIK
xR

TRIE R

s =25 12 T B s Y EEFE B JT. (nephron)
HE R A - boE il /NVE H o-klotho &
HRY R T & TR - S EGEAE R R R IR 7
23(fibroblast growth factor 23, FGF23) £ & fiis
FIPE IS » AR B HE R DI RE - 1T 5
PRI (R PO M R o B TR R PR
F 3 R AR - B BEATET AR 43 513G 0 FGF23
A&l FH AR Bt 3% (parathyroid hormone, PTH) HY 53
W T BREYE TTRESFE Hh B I AR Bk AR A
fE 12 o [RT Ry 15 ML B3 385 Y PTH 5 BRI 43 I 1
0 R Ry IR 5 1 2% 1% B IR B D RE U
(uremic secondary hyperparathyroidism) = F& 2
FGF23 #88 » SR il PAe il SV Tl R B e vy (B
il W St — A T f## - FGF23 & {1 1-0 £AL.1iF
(1-alpha hydroxylase) F1¥4 1 25- FLHE 4 3% D-24
FL AL |8 (25-hydroxyvitamin D-24-hydroxylase) HYJ
KB HEGEMEHEA SR D (calcitriol) HY TR -
HET S0 PTH #9530 17 R AEG i 38 358 675 R gk
W d s Bk A - FGF23 F1 PTH 2 [R] B A 5T
/N type 11 £ fikt R B L5 2 17 (type 1T sodium-
phosphate transporter) FYZER » J5 A gk I i P 1A,
W o FEMEEEPRBRHER 1 o FE18 1 B hs 54 -
R ISR R T REAE R A IR R i - (e
U1 FGF23 F1PTH AUME M3 0 ke i PEMEA SR D
TR 5 FS B BRI - BEEE B DIRERY R E
sl AEE R R0 W B R L B &

IMBEFRUEMmF5HIEEg 10 -

CKD-MBD it 75 #¢ 1 s B 1 15 9% % (renal
osteodystrophy) * {H3E — 44 fl K BE 4 25 1% LA
SN 5 A ATILE #5158 - [RIELAE 2006
£ Kidney Disease: Improving Global Outcomes
(KDIGO) fifdyagrh » EFR T " 1% B g e
Y E 7% (CKD-MBD) & - SEE#1Y
] S B 2 [ Sk 2 18 1 T e AR - B
HImEY)E B R A R (R—) » BEEH
EY (bone remodeling) ~ ‘B HREHATR « FHBEEHY
JEH o SHRESEHZREL ~ PTH FIMEfldy D (CRHIY
BLH o DURCGHARANIMN S F IR B AR R §5 1k

(extraskeletal calcification) °

RRIRZRIR
UM E /M E CKD-MBD B = KRR
B o 0 B BEAR BRI O M A $5 LA BRI -

—  ERTMRBAIER

CKD-MBD Wy £ 2Rl — 2 MIIE YA
TR S, - R IR B A ENTRT R M BT A
[ o fE3EHTRT > CKD f§ fUH R IM % FGF23 »
PTH Rl TS 5 M MEAEfuay D ~ §5F0
a-klotho HE FIIEERHL 1€ - IR Z T #EAEHT
BB 1% o R BB RIS s 85 ~ &Ik
DA Rz L34 FGF23 F1 PTH & B B 7F i 10 3F
% RIVBIZ M SE 80 - 38 2R IS B ARy 22
R R CKD i EOE AR B B R ARRE V7 - A
I8 RN 395§ A1 ZE 1 (morbidity and mortality) #H
B 1018 o [RIL » R S IR P2 18 1 R e
T L CKD-MBD AHRB Y L FR A B A i
TERERIEE - REGRETE LEAE CKD

x— 1B BRRRNERSRENTR (1RIE 2017 KDIGO 1857 °)

@B R S [ 2 S VR B BRSSO  FREL M — B SRR R

L &5~ B~ BIFIRERRATHE My D OB
2. BB - WL - BEEE - SRR EGRE R
3. M B R 51 b

KDIGO: Kidney Disease: Improving Global Outcomes
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CKD-MBD 2, & % B 5 #8125 - HE]
CKD Ji% B ¥ = 15 37 B B 120 - CKD Jis /&
R R 1 8 IR R 2D BE JT  (secondary
hyperparathyroidism) DL f¢ &l H K B 8 4
(parathyroid hyperplasia) 3 2 Ifll i& PTH 7+ /= °
HH B #& R (bone turnover) » HEUE EE
55 0 H: B H I osteitis fibrosa cystica © BY ] HEX]
HIPAER » AJREE BOR5E LAY B 5
HET 5 [RE B ¥ EEE (osteomalacia) © DL _EGFZERE
{5 CKD o5 F8i5 47 B\ B 36 o » 3 1 Bl A 37 o
A ~ R DURSE T B 21 5 Bhab - B S
A S B I B RO e I A+ 3 e e L 75
b2 o (KL - BRAERE— P HEETBEE CKD 43
HERE - PTH (B AR A -

i

= MEKREAAHI5

L 1ML %E §5 1b (cardiovascular calcification,
CVC) 5& CKD-MBD 19 5 12 14 ¥f iz — 10 »
& PEL TS #5169 CKD 5 BB G B e i 0 R
YE U B 2 o B R A B (arterial intima) Y $5
b+ 3= 2 B &) Ik 95 1K 5 1L (atherosclerosis) A8
B ZEEM LI G P20 m
B ik 1 J& (arterial medial layer) B §5 1k Hl /& &
T B e 1 iy SRR R B - CKD 5 JR KL Ry v 1ML
5~ mle - DURCRIHBR S 1 3 KA A LRR
J7 0 BEPS R R AR I o 00 EE MR S
AL #H g (vascular smooth muscle cell, VSMC) F1
TR A B (macrophage) 3 & 19 1L % 2 (bone
formation)®* o 35— R T 5 | 2% BhMRAE (L ALk
HEREE51L - % CKD i VL M MR B E A A

B g
ECiS- AR

CKD-MBD &£ CVD BIEUR IS

IR B B (CKD) B e B AT s st
(S > BE—RRER L o BEE R0
IR B R TR 25+ HL Y BEOR B LI I
EBIREIIEEAL, ~ YRS AERRIE (endothelial
dys function) F1. LS G BLThAERY B 5 1026 58

Ly AR 2 B8k ~ §5 ~ FGF23 ~ PTH K iE M
HEA 32 D AR AR BaE) - H &R S8 T K
Klotho & FIRYBRZ Mt — 5k 16 -

50 EA PTH BIRAsR(ER

e I 3% 410 /il — %8 {E Z& (nitric oxide) B9 42
B EECA AT RESZ R T AR BRI
S v WA B 43 1b K 5 B Al I (osteoblast-like
cells)**® » {57 55 B 24 P A D ( REL A 1ML A6 5 - SEE TG
5 12 B R aE L BRI B EEME TR - B B R
R KR e S EUL LR R AL - BhR
BEM R SUIMAE i 48 20 5 TR IR I 723t — A HERR
BV EBIRTIR - BURERRGRS - Sk
Bl /0 28 I JE B Mg vE AH R 20 F CKD
FrrE LA ZE ~ LR - REEIRE
I B PR I TRV 312 o TS L5 S 5 1
(calciprotein particles, CPPs) BT 23 » AMEAEHE
I BRI REAL, » & T RES [FE SR ALF51L (ectopic
calcification) * S22 LM ERE R - ML OGS
AR RS » LRI 4 o BISPERIRER
e [T 875 8 1 52 A R I B A e = TAT 1 S
U 207 5 FHE M - KIMES FTREEEEL QT Bk
IS » SO ZE AR 2 R A B ey S ® -
P - 2 A2 H PTH (ORI 2 - PTH E
FARA & RERIE (osteoblast) Y2 #E » H/LELE
HHIE (osteoclast) » {558 HHAYSGEERE MR G ER R
MR EEGRMES ~ S - 0L ML #5
1677 < BAh - BREEMSUEEEL » PTH & HE21EH
PO - B L EEE 0 e CKD Js
s L P EREIRY B TERANIM A PTH R 2 1E
FHEA * 5 RS - BT B B R TR
flirts - H UM AHRAZE RS IR A *2 -

FGF23 £ Klotho FU1EF

EEEE B Y B - FGF23 B #1F
MR LU - NMEERLILENE - ErEE
nuclear factor-kappa beta-calcineurin % €35 %% /=
DERLA B - FGF23 SE e m B e dh/ V& Th il
% |7 [F] #5825 19 (sodium-chloride co-transporter)
MR > BEEERIE R (sodium retention) il 8 %
i % (volume overload) » &M MM L EIH
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Ja B 4 o BR R IF 98 T 1E 58 FGF23 Bl 3¢
W5~ L EEEE) DI B RGBT AHRE 2

B B HEE0) BF58 - K%y FGF23 RURIIAME
% CKD s2% - 2 EIRE - 18R R oL
SRR TR T8 Y - B FGF23 RFHRR B
i AT FEEE ks Klotho 2 H Al REH B EL G
@ [AFs Klotho 3 HERy FGF SZHRIVHHIA 1 -

B MyIEENE - HOlERREEEY
% 4950« Klotho MRk HYBN) 2Bl B P33R
IR AU (premature ageing phenotype) * $E [l & §%5
b~ o BEAEAE b B P BRI DI RERR R *° - CKD
B il R S M b FE B B ) B el IR — 2

75 FRUMLYE Klotho MRESFHFZ K - SR HLGIL
EEETHR - W0 B ERE) oL VE B AR
JE\g 5153 o

AR D Rt A RE A

TETEAMEAE R D BEHIHIE 32 (renin) YR
BARELREBIR - 2RI » CKD B ik
ZIETEMEERR D BEE R - MBI - Bl
filil S #f (renin-angiotensin-aldosterone system) HY
BEIEAL Y T RN T RE 2
IMEBEAL ~ SIMEE ~ LA LTS - B
OB BRI IR > - BRTIGMEMEESR D - 8%
it B A L OREEDIRE - AT DL L $#51L
BAEHHE FPERI R °° - {H CKD BB HERZ & -
M §5 L BB ARRE LA S fe 7 -

MEAS bl 2 BErO B - B (G Kt 2
CKD j & CVD B L BB B3R » R #5125

i ~ PTH ~ FGF23 ~ Klotho B 1% M #E 45 2 D %
% L o S SRR ES IR B Rk
CKD ¥ FE R A B R 10 o

CKD-MBD RY;E Mt B E T8

BE# CKD Jsfit i - CKD-MBD %1 TR
=3 70% £ 94% » HEl CKD B EHNTIR I3
U 3 YIFHREE 18 © Danese % A YT FEHBEIR
ARAE BT 5 [P HE AT B S « %k PTH
fH > BEFHEUCER BRI THR IR EIE R « &
SIEBRE A — AR EARE 28 TR e B
15-21% 5 # = AR R - SRR HI &
BT 51%°% - KB - SEEERIEE CKD fi5 Y
BRS ELRY) S B R R TER RS o iR
1% 2015 FEEEI8 M B KRR R2H T 1R 2017
£ KDIGO #5751 10 » JF K CKD 26 = AR 1At
FTRHEN B AR S AR - DUE R A AR
FEAEIRISG - FRFHR A TE S E R R TES ([
¥> °

R E MBI BN AVIAR

BEEMIE Y ERYSESR AR CKD 53 HARN
FUE L EEETT A% - PTH 222 Bt CKD-MBD LA
B RS AR RV E R - KPR &k
FEoRE MR A E (EHAE _EBR R 65 pg/
mL ) » WFFEEEE - eGFR &2 80 mL/min/1.73 m?
[ CKD #IHAJR B 5 12% B PTH #E# IE
WA LR 5 HE B A CKD 28 = » eGFR
A 60 mL/min/1.73 m? I - #&EIEHE IR

B— : BB RRRNEESRESIRIERBHIRE (1R 2022 KDIGO CKD-MBD Quick Reference Guide 857 ) °
KDIGO : Kidney Disease: Improving Global Outcomes, CKD-MBD: chronic kidney disease-mineral bone disorder.
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FEBIH BT R 60% » Kl » #38 CKD 43
IR RN ERE - BEEEE [ ESERUr
JEALRBHEAER 10 - FEEE =M 6 £ 128 A
JRE RS — R I S AR - S 22 A A& — 2K PTH
BUEE R B2 AR - fE28VUI > g3 26
fifl A HEEG | — M SRR - PTHHIZE S 6 £
12 ff Bl & —K - 7258 A EARTEAT 55 (SD)
e I B I R S SR AR R R A 1 2 3
il H—2 » T PTH RIS 3 2 6 fd HiHllE—
K o bhAh - $55 [ EETE CKD MR (ZEPUiE
SAEENT) WR R A FERR— 2R 1
(ALK-P) » [fi &% B PTH 545 FH iy - W JE
AR ALK-P RYSER » KRy ALK-P [ B
B AIEERE - BE RIS AR - B
e D VBRI - 55 [HIZEERAE CKD S5 =25
FHAFEATR BRI TE i - SAR IR K Al
A AR T K E B HEER -

CKD-MBD HBY1% I 55 B% B2 AHEFZE4)

5 ~ BN R ARRR = H B AR

R # 2017 KDIGO 5 5[ > ¥ ¥ CKD 2 3a
2 SD YA R o 3R PR A 65 Bk 3R B (calcium-
phosphate product) 4~ ¥ i#& 55 mg¥dL +  H JfE &
HAE R TR L85+ 17 FF B A A e I $5 A 1R

B : 1t BRREYE S REBRIEHEE -

HIFER 0o SFENENTRE - EERA R E I §5
IR 8.4 2 9.5mg/dL » 3lfi 43 5% 58 F A §5 3B AT IR
(1.25 % 1.50 mmol/L » 5 2.5 % 3.0 mEq/L) * LA
o ARG 8 P O 65 B AT 210 {ELAE B R A FEL R R
IRAESR - (TR EE St — P E - A
H #5465 A & FE#E I 7F 2000mg LA » A9 & AR
B BBV RGBT ES 5 H A gs RS S
HE5 & & A ERE—K 1500 mg60 ° 15 I %
2 CKD i U R R - AifFesiR
M LTt Img/dL » 2B R B &30 23%°! -
2017 - KDIGO #5 5| 43 &% CKD 5 f& If1 ek 4 il
2.7 % 4.6 mg/dL - ENTEHERIZEMERAE3S
255 mg/dL' o FLAh o AR IR L TR EE E R
B [RUR R MR 2.5 me/dL B - &K 8
B Y 2 H B EUE BALAE (osteomalacia)® ©
A PTHRYE R - HATHRL ¥ AR EHT CKD ji
B A — RIS » {H 2003 - KDOQI &%
CKD 25 =] PTH JEFEHIAE 35 & 70 pg/mL * 25
VUHARIEAE 70 2 110 pg/mL » 55 AL HAFIE TS
B HI R 150 22 300 pg/mL 5 R 1T 5 Fr19 2017
KDIGO f85 | ¥t R ZEAHT CKD EH M HR{E PTH {H
G AREE B RS EEEE  EE A CENTR A PTH HI
BB EEHAEAEEEN 2 B oS 130 E
585 pg/mL!0

MEkS E RIS [ EE (e )« My
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JRE LA 3 S v I 675 By E AR AT 42 52 6 R 1M
$5 10 I B RN I w10 5 ol Rl v
il FI 2 DLIE Ry B A HERF A AR
MmN BENEREZE; RBNHERE
xR PTH {H » 1 3&E Al A2 240 3 PTH
FrEA s UEFNREFEEN2EY

fig 10

S 470 B B R EE)

i 5 Y B Bk EE Y 2 1970 R B9 8RB
(aluminum salts)®>®* » 7538 H LR RS AR T A
AIAREEY) - BRI E - ERER A
Ry A8 HME © ~ BEALE © ERERIEM €
1980 FFEARHHA » Z i 5 EL B A5 & B (calcium-
based phosphate binders) BU X, 4 > H: [X] J (& £%
KB HLA M # i R - PR M TE 3 BLP5 A
A A B (e LR IM A $5 1L - B O M S T A
B 67 » Kk 2017 KDIGO $875 |73 CKD 25 =i
BB PSR SH 10 o Ry TR RS RS
EEIIBER » 2000 4% - N EFERIRERELEY)AN
sevelamer F/1 lanthanum #% 5| A ® o {H sevelamer
hydrochloride 9 B 43 A] HE & I B A 38 1 B A
7 %% 1M lanthanum HIFTRER (2515 S ERITERA
FFlE: © -

ISR - WA SRR G W B - R iy
W) BE 2% - 4l tenapanor s& — 8 JE 55 5 7 E
BEY) o FE IS E R 0 S A BB (sodium/
hydrogen exchanger iso form3, NHE3) 1K G
BEBEF Oy B BN IR I @ > ELAE S IEER IR B B e
HRE AU - Hg HIREESH KA - 5.
WS IR EE &l 707 - SS—Tast B E T
R R ZEY) & EOS789 » A% LIl 7 ik e [ e
[ (NaPi-2b ~ PiT-1 f1 PiT-2) - ] DL RA AR
NI R IR 72 -

(i SR L R IR BE Y S N 3 85~ SHEN[EIRE
i HBE AR KA - SR MRS i 5 B il
EaANIIN=E N DI USE $Y & i S EE A )N LS v
g HH R RS AR E— S 3EE 7 -
(Kt » 2017 KDIGO guidelines 4 2 35 #2 1l 111
EEAEE AR - MR A s E R 2L Rt R R it
s 10

R EE MBI FAARBR TN BETUEE RV HIZES)

A CKD 58 PYFIZE 71 1A 09 A B TS /&
2017 KDIGO $5 75 | 7 3 5 I 1% 74 6 4= 38 D A
B RE DL Y e 2 1 e 0 FR TR IR B RE T EE 10
FEH EHHIE] PTH A& ORI 235 » WG g
5 18 IR AL 758 ) 2 [l 8 sk 4> PTH 433 » LA
SER PRI HAE - 2015 &S0 B R K2
HEFE S R H IR A AR B M ME 4232 D 400 2
800 TU ° EHTR B RE PTH SE97) Il & 585 7
(calcimimetics) FIAfEAESE D JAMY) 1€ - SEF5HIH
41 cinacalcet K1 etelalcetide J&#5& FHTE e #%5 R E 52
fi (CaSR) % §75 it 719 RBCRK 14 1 B K PTH #Y 53
W o WFZ2EER » cinacalcet 7] 5 3% K PTH ~ Ifl
FHELIMBESEALFRAE - W rTRESRA &I AR IR TR
HIREK o BESRES /3 F54% 5347 (post hoc analyses )
5 i cinacalcet {5 A B 2 [K] 26 (3 K0 M E 5
4 E\Bg T e T REAERA » {EAE EVOLVE FB&
HETZ EEERGEH M (primary intention-to-
treat analysis) H » H ¥ KIZE R K0 ME F
BB s A T 70 - IBHTR A
HEA: 22 D BEE D) R R R 0 e M 5 A v 1M
R RS 10 - [RIEE 2015 4518 18 R v B R
SR T [ RR R AT SEATTve SO P AT ME T & rY
TETEHEA 32 D ANSLENTR R R BRI HR
HROTAESE DIFE - B RIRUIBR T2 ARG/
Fikz— " HERRERHIR SR CE 2 (HEA]
BB BN EEEIEHR

fham MR T M)

CKD-MBD J& CKD % f& & R.19 ff 3 iE -
HEHE B OIMAE R ~ IREEIR DL RHITE
HEHEEPE > WSS - S - PTH I
FGF23 B 25 - SRR ImAE ~ MeiknE{k
DUB U 8t - B0 I8 B RS JE R A T A%
BHERE - R RIAEE CKD R B - TR
55 | 0 ST 38 W AH B FE AT B o P VA 9 SR DA
PERIMES « MBEEL PTH B2 - RAHIFCER &
J~ T B EE Y A LS R P Y R G B 5 18
T EAREEY) - DIAEA L 1A SRS 10 oS L TE
% o
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Chronic kidney disease-mineral and bone disorder (CKD-MBD) is a common and significant complication in
patients with chronic kidney disease (CKD), strongly associated with an increased risk of cardiovascular disease
(CVD). The core pathophysiological mechanisms of CKD-MBD include calcium-phosphorus imbalance, abnormal
regulation of parathyroid hormone (PTH) and fibroblast growth factor 23 (FGF23), which contribute to vascular
calcification, endothelial dysfunction, and cardiac structural abnormalities. Effective reducing the CVD risk in CKD
patients requires early and regular monitoring of mineral metabolism markers, alongside maintaining these markers
within recommended ranges according to the patient's CKD stage. This review explores the mechanisms linking
CKD-MBD and CVD risk and provides clinical recommendations for the evaluation, monitoring, and management
of these patients.



