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CMZE] ORI S 4k Ccardiac valve calcification, CVC) & 18 £ 5 A% (chronic kidney disease, CKD) & # # UL
W3t LIEZ — S5 CKD BE W BB VIMLMATZXE., CVCMELER-NZHNESSHEIRMEITRE, W
KA T D B A R R R BT R VB RN BRI R E S H B AR MR B G, AR SCEE CVC

B 22 i AL AT G AE I R 2 I B F o it R b AT 4R
[T BB OB IRAS AL s fE 1 F
[hESES] R692 [X#tiRED] A

18 M B E 5 (chronic kidney disease, CKD) J&
i 2% b D DL 1R 118 B R 285 ) B ) BB S L TR A AL
PRS- 5 1 J& AR A A A S SO I R R 5 1
BB /NER RIS <60 mL » min ' ¢ 1.73 (m?) '#
ik 3 AT Ho g R . BE A 1R N RE R 3 2
CKD T 21 R ™ o g A 286 Az i i B 17 5L 1 I)
I T ARRA I T ARG B R B R E
AR CKD 8B 2 8.2, BUEEHT A BT T B
3 A CKD & 7 ik 8 200 J7H L 1 BLATE 24
AEEIRW . BB PR e, 23 th I — R A I AE
b ™ A A O I AR S L X R AT
BHEMFEEIR RN Z —, " EEZmE CKD B4
BB . O DEIRAE £S5 1L (cardiac valve calcification,
CVO) & 45 il o0 IR 75 % BLAE 32 30 ko . — R
PE M) — D EZ DRI A L 1 mm /Y B
SellA . CVC J& CKD %l 78 i UL i I R AE 2
— B A 0 AT A 1) o B, 2 B TR Iy E B Dk A
BeAE JE 77 A — R KRR IR B 2 e Mo Ay, BEE
IR DS 2, CVC B 3105 R W7 3
I X Of 2 i RE R IR & g, CVCESR
CKD & 195 WIE K AE ] A %500 26 K 49 B I s
(end-stage renal disease, ESRD) & & 14 4 K 45 L
F, 5k CKD B # ML, CKD ¥ CVC IR %
W HZR WiAE Rk . 45 ESRD HE 19 A= i i B 5 ok
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THRIEM . CKD B # & E CVC B N &%
BLH F B 2% 0 3 A R [ N AMBIE SE R . AR
LRIR T I A AR AL B AR G e B R L Ay B BE
N Je SRR IR T 4R AR OGBS MR B

1 CKD BE MRS U & L E

1.0 RIEAN M T RE S 3 3 KA H e E N B A
M (valve endothelial cell, VEC) F1 3¢ JIK 6] 5 40 Jitd
(valve interstitial cell, VIC) 2 1%, VEC # 35 7€ E 3
UK ARE 2 R AN, - 5 224 20 e R 0 3 2 [ £) S T, AT A JK
AU 2 J1 24 2840 s VIC IS5 R &4 . BA
I3 R T 2 A L - 2 UL A0 UL 2T 4 2 R Y
Rk, TEIEH M ES PR b, K28 VIC R
JICET 24 0 e Y, 2 Ak T e I I OALAE S IR L
I 255 F 0 IS 2% e BTG e B S UL £F 4 4
JieL A0, A s o A e TR bR . AR K
W S 52 32 R 1 B 23 BRSO S LR 2T 4
YRR Y, R B 2R A A A R EE R . VIC
T AR B R 20 ) R A

ML By 3 2 AU 2 5 SO 5 00 174) 1A 2 44 i 45
P 55 5 Je ARG B2 3 R A& RE I 5 kS AR i A
FHREH P M R SE T F o« T ARME AR 1B T
DL 21 Ak o 18 2 23 4 7 2R 3% 1% UL B &1 44 200 i 1
B R AR S, LA A R 6 R L R A i Y
AR, R CKD B 3 8l Ol K ) 7K 2 % 31K
ML R T A5 Eh LR T, B 5 R A B RN R
AL
1.2 FALRI A0 O 4 R B A 52 3R] fE
PN B S UL R AT, [ A i 22 B )
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TEALTT I . R 9 Sk W O RE R R A R 4%
EZ—. AEXTRRME RS &R 2 —Fh AR AEE T
HILAAR 4T 2R 20 i v Ay R 1 — Sk A T AT A 5
AR E DR IR M AE AR AR Y . CKD [ R X
Pt — Y HORS SRR 1, B IR T — AL A A W R
FHBE 44 P S0 Ak 07 3808 5 3500 2 40 ) BB R A
A ARIE S AR X AR IRORE &R RS S B
ik e 7 R B 2 TEAE DG

1.3 BRREBU MRS X0 A = A ek R
3 20 JikOmE AR A2 1l b o T K 3 A SR I I IR 3 )
AR B, VEC T 5 Z Bt . Morvan %5 B 58
KB ML 28 32 40 R B R A AL, 1
2T A0 23 RO B kL T LA R A Ak A R Bl
BT RUCR) BB oA S A2 45 00 U S v L 40 1 4k
BRI E CVC RAEMBFHRZ —, EWE
Sk LA L HAE CKD B3 b, 40 i 3 4k
T RAE SR HLAAE T 5 O R 3R 36 1M 48 26 B -
R o A 1L T A 3 038 B JOmE /N i P i AR
RAEME N, w5 VIC W e, J03% VIC 4 58 0 20 i A
E S WA S k4 CVC,

1.4 HF Gla mEHERIL TR EB Gla HHRE—
Foft 75 3 Jik BE v J22 2 p LA T i LAR IR A R B
Yer: R K RIS 0 3h kS A 3 1 3 L 7 S Ak B AR
HAEZEMEMN . CKD &0 b 8 sh 1Y 5B 5 %
FHAETEMRBTEE X T 1048 2% 10 A A 10 G vk g 7 3 i
ik PRSI I 35 AT R T B RO bk A
AT MR BT 5 0 1 Bl 1k 1M T 52 i 375 AT 3 %, 7
FH AR MOR AR IE 325 BT 38 1% 1038 0 . AR IR RO —Fh 4
AFE K AP0 A W0 A AR AT B 2 T R T
Gla AR A A FEOLFR IR TR AL T 55T
Gla 8 XA R ER . NAEBERR L — KRR 1k
FIELTT Gla NI Gla 8B A 522 R TH B,
BB T RE T R TR R S A bR .
e CKD B RGNS Gla R R IB 1, XF
A 0 A e s L AR S T 5 R AR, A S
FH, N mRNA 2533 1) 2 5 8541 i) VIC Bt
FOR M Gla 2 345 1E 5 41 R A 3 18 B i
Z I Gla 8 F T B8 2 32 2h KORE5 1h f8 38 &9 1 AL
iz —,

1.5 W B A A AL 5 A A 0 X
o1, EE R )10 2L 2 T B A |0 O R A A
R AU AL B T e AL AR AT Ak B KUK R L A
W55 2 B = K R Vg B 5 CVC R A A 5 45
B S 1,25- = R4 R DK PRI, B
REZ MMl 1o FAL W TG PE AR, B3/ L 1, 25-—

Bede A FE D T B BEAR A IE DL BN T il N A X
B R, AR R W] AR 1, 25- B 4E A
F D KT CKD FR O I e B85 1 1 ik 57 e sz R
U IR 2% IR 1 & (parathyroid hormone, PTH)
A SRy 65 Bl A 1 %) 98 49 70 g E B AT LT O T
RS AL 375 S P4 B 400 M 2 e B A, 35 i 5 CVC A
Ko F BB R VIC s FriE a5 Xt 3
W] PTH J&Z 5 MR85 A0 L i AL .

Tl PE 75 iR B8 (alkaline phosphatase, ALP) & —
Fofr =32 B A7 E TR 0B 0 L Ok 1 ) TR R
BRI ER B, 20 ALP 9 50 %, FEAETE T E
S0, 24 AR E A B T A e, VR B TR DARITA
A5 E —AB B aE  RE L R R A ) T
NI — A2 T B A Y 3T AR
CKD 35 % 1 B4k & v HR 55 IR D se t iff , PTH
() TE s H AR ALP 1) T . — T 2 X 145 1) 2
Fetk & B =3 > A B M5 oR . ALP Al
PTH KF 5 CVC R IEAM G, H ALP &M — 5
CVC 2 I Z MW FEMEAEYIREY ., ALP=>232
U/L J& CVC WA S 10 B 7 5 7 1 3 b 8
PP CVC & A A o,
1.6 L& 440 i A= K N F 23 (fibroblast growth
factor-23, FGF-23)/Klotho %l & %  FGF-23/
Klotho #i/2 3£ T FGF-23 5 Klotho & F A B /E
FEE e M EE R R —, AMERE L,
FGF-23 1 Klotho & CKD # & CVC # & &
F . FGF-23 J&— Bl i B 20 5 43 W6 1% 5 15 46 18 45
W TR Eh 4 R E IR H KT, 5 B Tise Y A8k
B, FGF-23 i 24 BIAE 0 & ¥ % C A i
YIEI £ 877 . Kandarini W858 80, & C K
vig FGF-23 5432 5 0% B 16 5 1k B B8 1Y
MG Z B AFAE W R — L R, 5 C
AKuis FGF-23 J& 3§ B A5 A6 iy th e &R . FGF-23 i
5 FGF-23 ZKS5 6 ok L EAE N, A Bl — &
456 W55 Klotho SR 58 Ho 3= F1 47, Klotho &
— MR, EEAAE T E MRS R T
CKD & B IhBE 2 11 . Klotho #4977 Az s /b , i B 76
CKD i 151, HUfR 2% Bt 9 Klotho R 3R 3K T F%.
33 Klotho A4 MU, 5% I FGF-23 5 H A2 (& 1Y 2%
U1 BEAR T FGF-23 1875 5 5 45 o A0 i /5 .
Edmonston &7 48 1, FGF-23 # & il Klotho F&AE
LR E CKD B kB0 A R KAE. Mt
Al W, FGF-23/Klotho %) CKD i # 45 i 18 f i1
PH 9 B & 5 % X, FGF-23/Klotho %l (4 5 % ] #%
#ezh T CKD & S A1k 1 & A4
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1.7 mfE2EALE s 2R AR EUR T R A
HEAEH . Wang 1 & B4 1k 7 BE 4 (C-X-C
motif chemokine ligand, CXCL ) 13, CXCLS,
CXCL16 fl CXCL5, A & CCL19,CCL8 1 CCL18
J2 5 Bl OIS 1k A S B 3 DR L I B A 1Y) R
FAOG . AR AT 2R 6 76 M B AT Ak 1 s 2 vl 31 1 HE
SIEH , —TTE 578 )4 1A 1) 5 B 43 A rp ik 5k B
a7 CC HEA A 41 ML /v R 6 rs1800795 Z ML
BEFER KGR AN ER 6. XTHES
F B IR A I P R B A O B, T RUIAh
WS 5 T RBAS L IE L

1.8 WAL FHLH R EE B AEE
ZA, EEALFE DNA B 5640 4 & (&ML Y 6 5k
I ORNA 45, B FT Ok B 22 0% U 4 I B 35 A
B AMAE gD RNA 25 TS0 &4 . A i
FER I, 55 /o B R h 1 R SL A B SR A VIC
FITE B UERS 4L A= 22 D IR YT 155 19 32 30 kO 45 16
AN BB RS A SR 2 BRI 4L 3 A 4 B UK 20
2R ESLNY . miRNA & —Fh3E 45 19 1)
AEPE RNA, WHIE I 5 M85 LA ¢, miR-214 i@
i LR ATF4 1 Sp7 k83 VIC [ 5B 40 i
a3k T8 3 2l DI 5 A6 . miR-143 FE B %
(14 == Bh KO v 223k 380 L I ok & Ui 4 AR A5 0T
FRUHE N DA B A 3 e R 2% 1 3 Jge o

2 CKD BEX4ECVCHTEERKER

CVC W FER N RAR 2 A 45 4F i & 1 & b bR
I3 S H LG W TR R R — s B R R L
BT R E IR B RAE LT AL B KO R
ILAE 5
2.1 ERMERBEW CVC R —RhiE s,
AP 2 L e 5 DR 2 B A A % 1) 1 ORI B £ 3 ¥
KR, RZ CKD B & B A & I E 6 IR %
T2 I g 55 A5 FERE B . AT TE B i 25 I A AL
(R R

2B K I Ak T i BRSO U IR A 7
AN 78 % 25 e TR 7 % XL 3 v o P 4 i S S 48 5
S FUNG S5 N5 ER T R 7 RS L 2 ¥ 2 2B RN R
B4k, KA CVC B9 ESRD A 8K Y 25 i 5
S, BB JE CVC ol a7 fa B R, bl PR i R
AN I IR KO 251 R 2 R R F SR A R
Tl 34K L TR 1 B 300 % 35 Ak 2 7= ) 7 32 B ko
S E AL SO RTE SIN N R R S A et
HRZ R 25 A 25 /S 48 E AR K I 38R 1 M T A
HEE SRS AL KR = IR I AE & 5 B8 T

TUBRAE B L 175 & AR E SN o i e HEL A5 £ 1) A
22 MMk RE BEE CKD BE N E IREAR
Wi T B L A N 22 4 10 7K A RV S 0 G T HE o L 3%
BRI L 2t BT A R K o =L 2,
Z 2 IR O o v | H i 3R L A5 O R E I,
B 3E T R AR T R TR 2 A i IR L 4 R N B
Bi B ReE B AR T L K AR A AR H AT KR
53 B ) 1 0 08 B R R 0 B R AR YT O o R A
I Y88 325 A7 I B2 325 #

Y32 BT R8N DR T 28 A A R 25 1Y
JE L5 35 AT 3 AR AT DG 1 I e R R 4 11 3 AT A T R
Ab TR AAERAS . BT, 2 P AR Ak 4 5k
I 1 % 3h, 52 WA I G sh 1 SRR E , AT RE 4
VEC il VIC DJ g%, F: 3 CVC., KB/ B & &
JE TR B 3 AT W33 AT A 138 BT T Al ke 1Y R ) 2
23 BRAINEY 325 B i 1B 401 47 B o, — 3905 2 X 293 il
IV 375 B IV U8 3k B 5 3R 9T 19 ESRD S & i AT
s MR R Tl M TR S S el OAYA O I v
fa kR,

i % 35 AT 5 UL 1) I R RE 22— 1 T S — B
W AR S o O O e B DU R JL v 8 ) kAR R
Ak A o L 3 AT RR R R B T R TR A R
P10 SOV B M 3 Y b A o 2 2 A o B R
ARFFREHERAR SEBRSENEHE CVCH
K

AERE T 109 3 A7 R, L 3 T R T )
A A 2 35 RS0k ¥ ok A 9 AR I 0 B # R 2o AR AH Sk
TR AT SRR I BN ) 25 AR Ak L AR N R E RS
Ko SE AR I B g TR A A R AR B AR A 1 DI fE L A
7T R LA A A 30 3L o 0 A Ak 1 % A
23 ERARMEIERE EBERARE CKDEH
WL I R E 2 — IR AN ROA] RS BT S B SR
R GEIATT ANERER R ERBER,
IR B BT B LS A B 0 B R 3R AR B
TE S B I R 28 56 v 2 B0 44 5 1l Y0035 T BB 3 TR st
FETEE TR BRI AR A, X FCR SRR N E 7= A
B — RAELEAIE. RAERA REMS i (1 2 (kD
MHER. FEERARL, —HTH HHE, &
CKD M i 2B B & L B R AR — RIELE
A A AR Y O %L 1 HL ™ R % ESRD B
UG . CKD &35 1978 77 A B 256 % 45 br ol L&
PLAEAG A AR A AR 20 2 (L DL BT R S i
S B EE A AR % 7 i, Plytzanopoulou %"
X 42 B AR A AT R R R BT R
i LY 28 5 000 R A (I 2 1 0%
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Mri) ESRD B 7“5 CVC W HTmHE & .

CKD BETHTASMWEERE MR LS
5 R AL TR RE RS B R AR B R
JiE o T8 H I A 2 B R B L AER AT AR T LA 0 I A
R AE UM L E R AR AR S 2 R CKD AHC I & dE. C
J i 4K 1 (C reactive protein, CRP) A] 1 S~ fik 48 4 )
WA bR Z — , CKD 35 R 512 325 A7 23 19 1 4R i
REF 2 CRP & F— M IEH A, CRP>3 mg/L .k
M 2158 F 2 CKD 3~5 M B % Ak 0 JIF 3 45 4k 1)
R AR A P e RN L G o VA 90 I N SR
(neutrophil lymphocyte ratio, NLR) J&+8 Il & # 4
PEAH LAY TH 02 L, AT e i CKD BB 3 4 4 AR
BT NLR 5 CVC fUMI Xt BB & 5k
AT R YA AR AT, a8 ak XF 483 BB i2 Wi CKD
3~5 WIMHEB T R A WA & B, NLR & CKD B #
K CVC ML E R R X T 4E 550 1 5%
MraFE B &8 CVC &4 REK S5 NLR F+
AR R UIAR G, B 7K F i NLR J& CVC 1yl a7
fER R,

BT CKD &% B 5 %5 18588, M I T — i

B Ui A B 5 e A SR P AR ORE , 0 L I R B
SR E T AR TR R Y A A D B0 B A% R T R
BRAEGK . RNEAE I 55 Ak 530105 e v ) A
B A B R F N T L S 0E & A IR A 1) ) 4R
B, CKD fR 3 76 B e M 5 3R B e 1 R 0 1 3L
FHI T — s T VIC & A Ws B4k Xt
Hig ks CKD #8551 5 &4 CVC E i —2.,
2.4 ML AKT e LR R
20 WA A= 1 BT AT 70 S R A A
BEL U B2 B 40 1t 43 £k ok 9 5 0% . #E CKD v, 1]
PAAE Ry — i 45 b i 3Rk s B &, aE T RS 4L
PR I3 ViR BE B ) RE R R B T s ELTE
PR 1Y A8 1k L Bl R 8 ol SR AL AR AL L. AR R
J& CKD & CVC Wy Blisr B &,
2.5 AREEIMAE R AR OOR 8885 B
B BH B 2 — , B A RS R 1 RS o e
TR A0 34 S0 Ak I 35 400+ 2 RE B 7 410 ) B 440
FE RV S Ak | i 45 DY B 200 i 5 s ) i 46 22 b A
g ik CVC L HAA EZEE X, B & EE
T4 P Ak F B0 285 1 A7 3 R 7 i 1) 24 R A R
LB R E AR B R AR ERNE
SR LA R CKD % k4 CVC [k
FE R B 2R, AT BE 2 8 in R FE 45 1 11 UG 0

3 BESRE
&

1E CKD B, CVC ) & iR R R R AR

e o 38 A B R, B 22 AR B 2 B N A B e 4%
MZ 5T CVC 1 &R & e, I AR 8 1R 4h
v CVC 277 B, Ol PR b 75 225 1 e I 2 fiE
SRR R B RUBS: 7T LIRS 1L IOBE L I 4 ) 7 GE
B YU il A SR R A I8 Bl i A R B85 ) 5 @) B iR
Z B HEAT R A 98 3 L B R U S 6] R Ik
P 2 9 B A 75 3 e B SR A B R XU B R A1
(O L2 Ik by 3 05 A QA 2L 0l S A 54 s @ AL R
SRS S R AE A5 Bn A2 AL s © [F] I 0 22 5 s 14 5
KT CVC, BEAR BT T 4 WS 58 i M 3k Jre L (1
HHEAMRZ WAL BA O TR AT A BE 58 42 1)
WIH AR AL . CVC H FT7E I PR 136 7 77 58 A Xt
JRy R o B3 T AR AT o I 55 5 45 A1 i T AT 807 3k 10 e
FEA R R o ELAR 5 B 4 A S5 AT A P U0 1 119 XU
Pk — 20 58 CVC S BIL I - 48 19 B k%)
TR BA IE R X
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