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[ ABSTRACT]

relatively common.

Cardiac Valve;

Uremia;

phy, cardiac insufficiency, even sudden death, etc.

Calcification;;

Calcium Phosphate Metabolism;  Parathyroid Hormone;

Cardiovascular calcification happens early and seriously in uremia, of which cardiac valve calcification is
It can cause not only valve stenosis and (or) incompetence but also arrhythmia, ventricular hypertro-

Researches show that many factors were involved in cardiac valve

calcification in uremia, such as calcium phosphate metabolism imbalance, parathyroid hormone, vitamin D, inflammation,

fetuin-A | etc.

mechnism in recent years is reviewed in this paper.

O I/ 92 9 2 1 M 5 JUE 9 ( chronic kidney dis-
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Cardiac valve calcification is the imbalance of the results of calcification promoters and inhibition.  lts
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AP SOR] O Y O NI R 19 5 R I 3R T
5% EFREGAL DXL 5y S B AR A, O HIE M 15 1
CLVE Ay e 4 B S o 05 AL R JBE ) T A
FESES AR 00 LA S8 TR AT Y A R S
T PR 5, & MG 19 3 ok ok A B8 L 5 A s
J B A IR 2R

2 PREECIRSL & RRHLE

PREESE B O A TS LA OC R R E /T 20t
I G ER N ERAT B4R R LR IR A
NI IRE B2 AT 3 R SR A R
Gfak =AW B L, R N o
WA HIR 5% B 9 Z ( parathyroid hormone, PTH) . PTH
FOCRR MR R D MECR 55 ] S BT e R
FEERIIRYT |12 M ARORE DA S HAth R 2R (an i B 25
G R A, AR, 8510 2 85 s AR i s
B S URL, T4, 40 o F HLI A xR
O ML it e — 58 K F MR 33
(8 AT | B T R I A e AR . R
JE MV T8 LA N & A B AR R A Y 2 3h 8y e
Forh AR T R T /INIE B W R R I LA K R
PEANEA S T ORISR IREES 12
PHACAEHE R 2R S R AP AR 45
2.1 $SBLR#HEEZER
2,11 AR AT BORHAIG R TR
N PRTFESE RO LA B0 5 A5 A S o A G, T
R HA R R 5N, S AL AR &k A 5 45
WERRFAC, BREAERIIEIESS, F5 @A FL( Ca x P)
A Bl SR 75 5 B RS AL, B R
H>72 mg’/dL? BIFET-fERHK 42 ~ 52 mg®/dL* Y &
HHGIN 34% 55 W AR5 AR 3h kA AL AR 7 £ OE
RSOGO 1B A BT 48 ROV et e ] (9 495 A 35
FRATF s b T 5 300 AR A5 AL . 45 B R AL e 1
YE 5 1ML 3% ( maintenance hemodialysis, MHD ) 8 %
et = N )7 SUE %0 IS AR S
KRk AT O
2.1.2 &Frdmae A8V R S TR AR T AR
TR, B FUEHRI R A BE D R, Tt B S IR,
2 i MW B, A DTS 7R, 78 MHD 835
81% 1B E A TE R BRIMAE . MUBEHY = O L A
Ty 2 7 e B PR ER Il 4 1S S 10 mg/L (0. 32
mmol/L) ,FETfE B PR R i 239% 7 ik M
ML > 65 mg/L( >2.10 mmol/L) # , I T & 0>

JIE T I fE B PERS I 34%  Ragei 451 %F 205 14
MHD 725 B GORN A 2 W, s 6 IMAE J2 1 A8 40 1
Sl 2 el AR 20 IOk A 1) S A R R 3R e I B A
CKD S EFE T U (1) — A7 fe B R 3R . PR BEIE
SR B LV TE ARSI R 75 1 i LA A 1) Jl i A 2
A At A AL Rl e A R A S
R HEEG b QOGN Rl 55 PR ) 32 35 R sl /0 1 LA
SRR R IE , BP0 - 35 LA B ( vascular smooth
muscle cell, VSMC) I4E 5 AR ICY) SM22 o Fl o-JlIL
B (a-actin) (Y FRIX TR, MEHBE FHER
MHEFEHFAZ0 4S5 T 1 (cbfa-1) X cbfa4 4519
FEAREE I T R LA e AT B
MAEE5AY . QRIS TE 04k U 23 19 53004, 4n
P % R i ( alkaline phosphatase, ALP) (#5455
PRI L A0 5, DA T R 22 I 9 JUL S 6 555 Ak 1Y)
Az o e PR b3 g e B LA T LADBUR SR Sl bk
K E B N4 £54 . Achinger A2 3 57 b e
12 N H BRI 5% b S B ) 1= 9 IAE BH . 08
A R
2.1.3 Bt d Dmm S
A WLT 38% HY Iz AT & o I R AT 5% WL 42 3] vy 45
MLAE 5 MHD 24 18 85 4k SO 148 950 AE T2 A1
K, HWFFEIEH UL 10 ~ 20 4F, 25585 (B 45 4 5
(ORI ES SRR ES ) LR B MRS 5, N T
RS ES AR AL N T AL A R A R R il
BENTS4EE R D & I H IR 2 50 vk B 45
BT RS9 R R T L AR A
TFHRATLAIA R VSMC & A 851k, 53 5 B 5T
WESEZR4EAE R D, FIJE T T 1855 K Bl A8 45 A A Bl
AMIFAE I T80 4 W TR S i v ML, A0 % A I
KAV B R I A S AL AR BN WS AR R A A
#E VSMC F5 AL I BIL = — 2 b IR 20 MRS b ) dh S
P ) W 1 5] %% 32 1K ( Na/Pi cotransporter, NPC ) [ 3¢
ik, ACIFR] 2 88 T Ak BE A B - rhoa] DL AR
VSMC  Pit-1 ( I & NPC) i) mRNA B985, H-480m
ALP B2 3K, T I8 26 BT y- R B4 R R 1 (matrix
Gla protein, MGP) F) 33k , N EA5 LY & A= . 4
SRS = T H AR, B 3200 T g 5 R i85 7 & YR
VIDE Stz nn sk S 0N A e g b AR S R
A EEE I AEAE R D IR I HARAS I % TS
TEPELELE 2 D A7 4k 1 W R 22 IR T RE T
i ('secondary hyperparathyroidism , SHPT) 1] 3= 22 24
Yy, Mathew 55" B¢ 7 36 i Tk = BERE 4 1E Y
AR IR RETCHE , BA — o WP 5 AR T
A A = BRI A A, ML AR AR
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B IS B, e S LA A SR R RS
51 5 LA R e A ILE [V R AT A L 5 I
S HIVES IR R G, Sl ] N R PTH AH G
() A RS B BUES A 1) & A= . SR RS A % MHD
B RIERERF 7T R0, A R D AT T LA
FET 3R AL ML PR FE T R ARG, P L 1 1 4 E 3R
D 7E M8 546 09 7 T H A 43 I8, 2 45 5 0
FHF A HLAR DG R i — 25T
2.1.4 WRFMHE K Sy 58 R 4k
PE FUIR 5% IR D BETTHE S | 1) FEOR S5 IR 2K - T
5 REFREC LR AR A 56, B 2 4R 50 IRE O TR
JIEEG Ak 5 4 B HIR 55 B 38 2R (intact parathyroid hor-
mone , iPTH) /K5 IEA 5, Neves 257 B 55 31E 52
e Ve B A MR IR 55 BB R 6T B DR LE RN D) e
FEIR /N B IS T RS AL B A R R . ESME A
WEFEIESS O LA M 7 PTH 24K, ifii PTH 4 1%
RGN IE: ) 1p S RIYi  Cpy GVAE ) S P i e
FREE TR PTH EREE 40 AN P8 T 45 o B i PN 5
NI BT SRR 0 LA AR P 5 B Al KT T i
LRI A B IR b A I 0 ) g I 1 1 484k
i L ATP 7= A2 987, Na ™ /K *-ATP Jiff 1 P F A%
Na*-Ca’* 22498 /0 8540 A2 BH., 0 ILES 75 B3
ATl L A0 AR 3 AN Tk [R) A R 0 L
Rl A8 BE H TR, ok O IE T e
2.1.5 &b ERERAGHEL REERETE
FFlf MHD B & 1l s & A= %20 80% ~ 90% , S Ifil i
BE SR AR AR AL | 22 28 B JE L0 10 2 R A
TEA IR R BA AT 2 I 3 B v I )
., BRAssh, oAb R i A Wi £ 47 i
BT = S0 A & Tk RN S, N R & B
— AR, UE AR R I BT R AE . b B
I B S O A e L g I (R AR A
T3 ORISR, 25 5) 5 | S I 2 2 W 24
T R (S AT LAFIES 25 45 1 5 R 85 SR DU, 1
JEEGA, T2 N et IR BTSRRI R s, K
A A S D T b EL A0 e 3 e 2 B A R
B AR AN IR S A L I AT R AR R A e (e A
i W B B AT ) - 00 R 2 1 g 2 4R 1 il
SETEPERG , AR 1 R R AT Y R AT 4
IR 45 4] 5 2 A 240 JL R8¢ J3C R o 40 i PR - s (1] Jo
20 A BT S AN A A 5 R A AR B A, £ R4S
TEIE AR,

W DRI 0 & s AL T = 224 P A3, RS B
0 0 R B2 2 RE R AN A2 R L2 2 R 5 R AR
P, WFFE B R 5 BT R FBOE IS T i

SER R Z T BRI 2T C
(glycosylated hemoglobin, HbA1C) 3 J2& U Ifil. 45 £5 1k
A S 5 TN T W52 B HbALC BETH R 1% , 45
PR st T 2. 1 A5 o W PR SR 35 1 2l ko
FEBEH (1) (W 0] ) W AL K 72 W) (advanced gly-
cosylation end products , AGEs) J& sl{ th 7] LLi75 5 B
S L 3 A e R A T 48 LR 5 TR AR I P e
20 it 2% 35 20 M TRDRY B 43 F 1 (intercellular cell adhe-
sion molecule-1 ,1ICAM-1) FI1 IfiL 5 21 J9 (5] &Y B 70+ 1
(vascular cell adhesion molecule-1,VCAM-1) , 175580
¥/ WA B R TG AL AN TE Bl Dk sk FE BE AL R 4 . i
[t 48 A 7 Wy S Ak B AR 25 B2 IR 2 1 (oxidized low
density lipoprotein , ox-LDL) B85 S ML 45 F ¥ L 40 it
5oy Ak, IO $F 7 T LA B85 4k, 451 sh i 52 56
UESE, AR R IR R IS BIVAT 36 1l 55 1 1 = 3 ke
7, X — it B ] g BT C AR A T T ot il tesh,
T e I AR R B 20 R R rh B TR S
H:F5H 2 (bone morphogenetic protein-2, BMP-2) 7K -
B o e I v RO PRI RS R LA L
P B 0 i A 7, 1755 BMP-2 [ 323K ; BMP-2 Wy
— PO A SR R
2.1.6  KuE RACEB BHRRRF BRI
R 2B IR S . R0 4
HE R R4 Ak H 0 AR ) B2 AT T A A = Y
PEPEINE BN o B o A8 1 JEE S I ] A2 & S Ak 1
P, TSR AR RO AT AR RRE SN Y & A . CKD I
PR SRS WO K Y 28 PR 20 A, 7 26 2 11 40
NE6 (interleukin-6 ,IL-6) . HYuiEA 21 (interleu-
kin-1,1L-1) | il 983 35 B K+ ( tumor necrosis factor,
TNF ) S5 5 P A B A0 i PR 7, A (50 P B 40 i 3 T
ICAM-1 S VCAM-1 533 S P4 17 04 P9 1 240
TR . ARAPEANM 5 1M A8 PN e 200 M B T3 LR A i A
ARG M AE A Bz T Re R 5 A i 4 |1 L4
BUBE TR A TR B, 34 17 L0 AR B 4R 0 SRR BRERR |
SKAEAL GBS BT TSR SCH R I B/ W AN
FRVCHS T LA N VSMC 1) ALP (935 P 91 3 ¥
TRAT A5 AR AR IR, 2 8 K A 45 e RE AR a2 L Wk A4
JBTNF-a, 1M J5 # AT LA 2E VSMC [ b 20 531k
BB &R A, HE A A A B )
RERER T A TERIERS T, AR/KF Bk 8 R I
PRI W1 22 T 1B W BUEH =R
C-JZ W 25 1 ( C-reactive protein, CRP) J& F 4il iy
PR35 S P 200 7 A 18 P S0 By 3 T 2 R AE I
N E SRR L, B EN T LU B AT,
PR R AE | Q1 55 5 15 i i 25 B 2 3 i, 7E
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CKD Lo MVE I & AE T, 5 CRP R B &, CRP
i LA AL 2 2E Sl K AE AL - CRP 0 i 4 P B2 200
L AL A (IS KK 7)) |, 75 IR i e
JSCM TR BREHIE B, 3R 335 A% 20 5 A2 2L ) 5
AR 2 1045 P58 IR I A FE G, 16 55 D B 400 i e 3k
K21 L A 54235 1L-6 N 2 2 1 (endothelin-
1,ET-1) S5 g 4 R Ak, 55 Ah, JE B iy LA
PSR R 0 L6 2 5 1L N B A0 i 5 1 F
BiF PR AR ELAE T, DTS 35 4K

AR Torun 457 B 5T 7R RAE FIE
FeA RSO IERIEAS AL 235 A0 OC , I E5 16 5 CRP
Thes AR RARHT H & A AE A OC, ERAR
SGA o h-HEERARE TS KA,

Torun %52 A58 4 21 4 75 14 )5 ( fibrinogen , FIB )
KTV 375 T R8O U I P05 Ak A DG 1B, 8
FIB {57 I VBORG A B2 35 0, s sz 0 i L 23 3 22, g
PN B AR B D REAZ 0 AT B Eh 2 By LA T NI S22
HEZH 20 L2128 F (hemoglobin , Hb ) 7K FEFEAG, O
it ARG N, ) AN B AT 37 e B
ML

AR, 2K B E RS (end-stage renal disease,
ESRD) JRH BT 5.0 WER S AL A OGS | 228
JEH TRAER MHD Fr 2 ndy i i sh 127k 22 5,
B BRI L SR By 3k 22, 0 i e 7 I
B B b R A Bl e A T AR I ) R I
SR AIUABME I R ) 35 T AR SRR ) B %) 55 N e
Bror A, SECT AP B U N RSB
TR FESA, A — 2D BT R R, PR i
BT — AR ASIEER B R B LA A SN
AR HERE AN B R N MBS AT ORI X
BT PEFRPIRIETT & AR B LA R 52 3 i i e SR R
Jyup BN X WRERRZ —.

2.2 $SLMFIEERE

2.2.1 JEREEA A JREREHE A(fetuin-A) &L
R F B R Y . EE RS
BCASY I, BE G 0 ADG R, B4 T H 8% b, 78 I A
HRE VR b AR LA e TR A Y 1 o rh ik B e
o 3R I S W DT AR R AR Y 50% . IREREE T A
X S5 55 A e 4 1V P AT R A 4 - DA g — ol g 53
MO E T aEA WA RZEE A G0, H
N ¥ i % PRV R IR IR I | R PEBE IR ES ( basic cal-
cium phosphate, BCP) Z5 &1 5., " 5 Ca’* (PO’ JE
TR VA 1 TG R B IR AR ARCR | DT 388 %5 i B, 41
il V5 S AN S B SR U, QRERE A A
5 MGP 85 BRI IS8, 300 8l Ik A 1A 1 8

FILYE NI ENE5 1k . OFE Ry B0 il 4% b 2B K X 7
B FIE T LA 1 AR A5 A0 . 350 ik B 4 1) d5ke
e REBRER R R Uk A2 ™ I 2 48 B A4, E
SEFREREE T A FE P06 0o 1045 85 4k 7 1 ke % JE %
BRME . Mori 8517 SEAT M 55 JRIIE 52 B Bk 8
A TR 53R B KA G, IREREE 1 A AKOP4R4L
TR IO I S A R Y R Z — . Reynolds
SN LA LA A TR SR IR SE T R EREE A
A RE T IS ) 1 o A0 S Wl R B i
P IS i LA B Ak, DT IESE TG ERE A RE
PR T/ MACRI 2 R BE WL 451k, Price %50 7 45
BRIt M AR R 1, SRR L RV KA
FRTEA KT 40 kDa MIIRERE A A WA BEE
ALEER R IREREE 1 A A7 7 B R IR R
HAE K, MO A SR IESE TIREREE A $04Hl
EERETURRMAE o Kirkpantur 5557 46 I 2 10 B 9
AR5 ML IGE M S I MLTE IR ERE A A K FE
ARBHIKEGALAE L | K BUAE 4 5P 1003005 W 2R 1) e
R BRBESARFR I & - B AL, HL i iR sk A
A KV 5Bk SRS L ARG, Bk H A B L
F+0.01 o/ L, RS £k i KUBS: I R B 6% . [ IR
B IFFHRGE , 12 B T BE 32 ) ( chronic renal failure
CRF) B E MEMRBREH A KFIHE PR, LHE
G I PRBEE RS ILY CRF B T REE
W4, Kaden 5578 BFFE iR, IREREE 11 A X 6™
DI REE AR R RS A AT SR AR, A5 1k
WEAE B IEAL A S0 IR ER B 1 A DURR, 2R IR Bk
A ATREE L B AR T RS A 1 Jy A 0
OIS A Y % A K B R . Komaba ™ JIESE T
TEFRH IR ER R 1 A 3 ) 7 R B K B B
BIRERER 1 A A (AR I 1 ) 1t A 45 4k . Koos ™' X 77
BRESSA F RS L e BN R AT T 7 ~ 18
A HBEV 38 2 R 7 250 B R IAEARIE AR T
BAL CRP B /NBRE ot 22 1l A 4 PR | W KRDIR 20
ArE R, AT RGEREE 1 A KT fig e 2 10 5= 3
RS A Fr) a2 42
2.2.2 AR vy-BABAREG HET y-R A
FAIREHJE Price 55 1985 4E1EH 414U 43 2 H O 20
AN R T, Je e 2 PR S AL M 4, MGP fig
15 Ry ERZH 25 ZU A i A5 B 3 I TR, MGP &5 y-
FRILAE IR (y-carboxyl glutamic acid, GLA ) %3 | X}
B B FA 5 JE SEF ), MGP A BETE i GLA 5k JE45
A5 B TR B IR A BEER (U UTRL, BLAk, MGP e il
B LA 2 15500 8CE B s 4w o4k,
BMP-2 VA B 175 5 R 7, v] 375 1] 70 5 440 i 1)
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JE LAY 74
2.2.3 EHR¥FE H R Y1 E (osteoprotegerin,
OPG) J& 1997 4 Tsuda 55 78 AR Jifi B £F 2k 4 it
IMROO 1 55 3% 4k BL R B —Fh 7> WA Y OB 2 1,
A B A R, 3 AR R R R I A
ifk ., WFFEERI OPG A A — RIKPIFIE L, 75
HLPRZ L ZRIEKRIEXAFTE, OPG 1) mRNA
JZAFAE TN O VB I CE KA RS AU A
KB REHE UM E 40 (osteoblast, OB) | (2T 4k
g1 NI I o 1 e o U e D
1998 4, Bucay %5 K & EL OPG FE K FIBR 1) /N &
R B B AR S K B Sk RS
OPG Ji [A] 1)k 52 RE 151 Bl 5 o i #0487 854k 5
SMEA TR B AR R PR R R YRR D i
SRYIMAE SN AR 25T OPG IR Y7 1T 2540
il A& 854k, UESE T OPG M & - 1EH . OPG il
il A& 5546 T RE A LT JLAMAILE]  OPG 41 i 15 Wiz e
AT RERTT 7 1k M A8 S A Y A AR R B B E T . o —
FALEISN OPG B HAEM T3h ik R4, i f ik
T MGP S55 A A1 i 77 64 38 T 40 o LA 45 Ak . 53
AFFE R, OPG REMSH I S Ik ZH 2 ALP 164,
T RS A R SRR
2.2.4 HHEG ‘B M5 25 1 ( osteopontin , OPN )
Je— Mo B AR AL BE A 1, 29 66 000 bp, /i
HHS M T iR, 2 5 8 5 L
WG FE . OPN J2& A 2 3l Jik it A A 1k X R 19 1ol o3
Z— e eAb Rk iR . OPN mRNA HyR ik H 5
SRR R AL A AL 0 7™ AR B A G . 2RI NI
IR LB AT R A TS OPN I 1w, 50
JIEARE RS A B2 TEAH G . A7 7 JHE I, OPN 7145 1k Bt
HLab iy e 25 2 B 1R A5 At — 20 SR i —Fh DR i
N, OPN HA 5 u 8 40 i 2% i b 09 4% ¥ «B
(nuclear factor-kappa B, NF-«kB) 32 i s 7 AH L) )
S5H8, BB 5 U5 NF-xB 2330 70 B A 1 437 A i 410
BB T A 2 L 9% A, 2 A PN O A 5 A 1 41
il

25 FRTIR , CKD HR A 1O R 505 Ak A A
M H2 B HER, BT ORI E— 12
K= S 5 8 TR ARS8 R A5 A 1 £ 6 P
REAURIRHLE A BT O AR5 1k 1) By 3 4
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