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[ ABSTRACT]

increases the incidence of CKD-complicated cardiovascular disease (CVD) and mortality.

As a common complication of chronic kidney disease (CKD) , vascular calcification (VC) significantly
As chronic kidney disease ad-
vances and the glomerular filtration rate( GFT) declines, certain solutes, incapable of efficient filtration and elimination, a-
mass within the body, coalescing into uremic toxins which instigate a spectrum of complications, ultimately intensifying
mortality rates.  Gut-derived uremic toxins( GUT) , products of intestinal flora metabolizing and fermenting intestinal sub-
stances, significantly influence the trajectory and prognosis of CKD patients, exerting a pivotal role in the genesis of VC.

Manipulating uremic toxin levels by modulating the host gut microbiota emerges as a potential means to prevent and manage

VC.

sing small molecules, macromolecules, and protein-bound toxins—impact the evolution of VC.

This discourse delves into elucidating the precise mechanisms through which various commonplace GUT—encompas-
This impact is predomi-
nantly observed through their modulation of the host’s inflammatory response, oxidative stress, and signaling pathways.
These insights offer a potential avenue for the modulation of uremic toxin levels, positing a novel adjunctive therapeutic ap-
proach for managing VC.

[ KEY WORDS | chronic kidney disease; intestinal flora

uremic toxins; vascular calcification
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I, RS T CKD AR5 i £ 27 2 ) 45 A D /0 Il ]
AR R, e i N R B 5 R AR E
Bt or A R, 5 B IR P IR B RE B R (gut-
derived uremic toxin, GUT) K4 i, 1M GUT 7K~
5 VC )™ R R UAH OGO 3l bk ok A A Ak
(atherosclerosis, As) | L 9 5E M VC ERA AFI 1) 52
Wi, HAE VO RS L SR A rT sl iy, PR, A
XRHEAMLER GUT 5 Ve Z B ERPLE, A&
K VC 1912 Wr FIE 97 52 BB 09 3818 B il F0 BF Y
Jila),

1 CKD BE VC & FHE

VC & CKD B I A0 LA R GBI FISET fie
FEAERA R, 2—DE S SRR A SR,
FEFIL N Ca® FHE IR 7 A5 P B0 v S 9 L
PR VC KA AR 1 1 B D) BE R 42 BA 41 ( chronic
renal insufficiency cohort, CRIC) 11k 65% | 1M 7£ 4%
AI'E 9 (end-stage renal disease, ESRD) AFfH =
K 74% P, VC G v A AN P IR A 7 e 3 2
R EL T3, AT 22 HBLFE CKD 01 B BE, JC R iE %

R I5T S8 T 2 5 | U N RERR A, IS 5 22 1h L W 4 i
HR BT BifE CKD e b] 7 4 A DORR, ml BB
KRS BB . Ve I T CKD R, B0 T
UL B B9R ( cardiovascular disease, CVD) & A2 3% |
IR AR B iR VC X T4 B R B o A= 1 o
BEREE,

CKD A8 5 1A P T v 108 i 98 3 2ok 11T 28 464 8 1 [
iz 1 (type Il sodium-dependent phosphate co-
transporter-1, Pit-1) ¥ A ML F 35 WL 40 MY ( vascular
smooth muscle cell, VSMC) PN, b 18 508 40 M AE R A&
YN Runt A 5CH% 5+ 2 (Runt-related transcription
factor 2, Runx2) ‘& TE& &4 H 2 (bone morphoge-
netic protein-2, BMP-2) 55 1) 323k | IF T )& Wi 45 AU
WU AL 220 (smooth muscle 22a, SM22a0) | a-
S HLILEN 25 H ( a-smooth muscle actin, a-SMA ) 55
Fik 155 VSMC B PS4 B 5% A by nid B 40 i =
fih A AN T, 2% 25 LG A A A 3R A9 RE ) [)
R B 20 B A/ T 1) R, 2 9 505 SR A ORI A
25T, T CKD 3 1R N 1 4 PR 3T i 3k
Pit-1 HyF3K , IAG BEFR R EA VSMC'®, HURSS
HR3# & ( parathyroid hormone , PTH) [ F} #5525 [ Il
P BTy et VSMC PR T IR A 40 A 11, 4T
RS TR RE LAY 430, 51 & B54E . CKD RN

S H L AT I Y 5 N 3 (endoplasmic reticulum
stress, ERS) , Wi 4% S [ 1 X-& 45 5 # A 1 ( X-box
binding protein-1, XBP-1) ik, 44 Runx2 J5 3 T
JE 35 5L 5T 43 J& 25 1 13 (matrix metalloproteinase-
13,MMP-13) B 3RiK , 4k1 5 shIFE dE vSMC £51k,
48 PR 3 A0 2R LR A R A5 1L

Ji8h AR AR I F B (transforming growth
factor-B, TGF-B) M Z & W b1 2 — , BMP-2 5 H &z {k
S5 T 38 A YR 1) A8 1 9k 2 988 Y8 (anaplastic lym-
phoma kinase, ALK )/Smad £ [ 1 %, /2 #f Runx2-
Smad E-E5WA N, I JE Runx2 FIK, 48 1M 8006 kB
FHIHE SR F Osterix, {2 3F B AR L™ W
Ay BMP-2 7] A0S Runx2 19 b i I 425 PR 5[] O3
BFE N T 3 AR G sk 7 5, T A R
ARG L S VO G skii s sz, {2k CKD
/N BMP-2 R PR 6 25 7T LU st 45 A o 72
TR L 38 ) 25 s A S5 A Y FE 1, 7 CKD AR 3%
FRBGER B 1 -A RS y-R IS R 2 [ (matrix gla
protein, MGP ) FIAEBEIR £6 55 HA PR 1048 e 32 45 F1
BTG Ve RPERT . VR A IR A 220
B, M58 Y R A AE CKD B RAE SRR R T &
AR IE AR W 2 FE ) T, D) SORS T A
AN ff e EAR S 3 Ve

2 GUT 5vC

GUT G ffi/Nr 7R R AW IR #h . — W i AL
(trimethylamine N-oxide, TMAO) | ILEF | /X & & %%
Hhor T B R U0 RET 4 A0 g A= K TR F 23 (fibroblast
growth factor-23 ,FGF-23) [ PTH | i 4 3 fb £ K 7=
¥ (advanced glycation end product, AGE) | il J&i ¥R 36
[AF o (tumor necrosis factor-ac, TNF-a ) F1H 2 g £
% (interleukin, IL) 21 IL-1B \IL-6 F1 IL-18 %% LI M &
H 45 A 1) bR 73 E 5 2 ( protein-bound uremic toxin
PBUT) 0 FR 5| (indoxyl sulfate , 1S) % F B 7
FRTiE ( p-cresyl sulfate, PCS) | 5| k-3-Z 1% (indole-3-
acetic acid,TAA) % "2 Vs 520 1 Wik A2 S 80N
B A I REREAR 2 VSMC L LRI T R
CANE SESHEE S = | RE g O S A TS
(renin-angiotensin-aldosterone system, RAAS) 19 AH &
TEFRAERS VO IR AR R SRR AR T, o,
PBUT M T 5&EA A, X TR E0K, ML
BATIE R, T2 VC RRE A7 7E I I H ™
IS (R 1) .
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#®1 GUT 5 vCHl#l
Table 1 Mechanisms of GUT and VC

s i e i Ve P 2 3k
NP FIRBIERER 40 F<500 kDa, A5 W IMLEE  BEREE  Wntl Msx2 1 B-catenin T TCF-1 1 Runx2 T, [15-17]
Wrig s BMP-2 T . NF-kB 1. SGKIl T . Klotho | .
SM22a | .a-SMA |
TMAO Runx2 T . BMP-2 1 . NLRP3 1  NF-«B T . [18-20]
MAPK T \ERK 1 \IL-1B8 T .Ca™ 1 \ROS T |
MDA 1 SIRT3 | .SOD2 |
AT RBIESR 2 7T8>500 kDa, (U AERBEEE  TNF-o IL, NF-«kB T  Wnt-3a/7a 1 Msx2 T Osterix T, [21-22]
By | s i = B AT A bR AGE AGE 1 Klotho |
EASENREE BRASFEAKR, HRSE IS NF-kB1 ATIRT MV 1T Pit-1 1 .BMP-27 . [23-28]
MR M &5, B RUR Y 79 R, 1% Dl4/Notch T, MAPK T | P21/P27/P53 1 .
B33 W LK HEit PI3K/PKB 1 \ICAM-1 T  MCP-1 1 Nif2 | |
AT2R | NO | ALP |
PCS NF-kB T ATIRT MV T N2 | AT2R | [23,29]

HEMsx2: LT[RV & 36 (K Rl R 2 (muscle segment homeobox homolog 2 ) ; B-catenin: B-i% ¥ & [1; TCF-1. ¥4 52 K+ T 40 s A+ 1
(transcription factor T cell factor-1) ; NF-kB : #% K F kB (nuclear factor-xB) ; SGK1 ; IfiL 7 FUHE I B i 215 S A9 5 M I4HE 1 (serum and glucocorticoid-
induced protein kinase 1) ; Klotho; 7 i FEHEA ; NLRP3 : A% FRZE & 55 B AL 45/ 3URE 32 /K 3 11 3 (nucleotide-binding oligomerization domain-like re-
ceptor protein 3) ; MAPK; 22 24 )5 05 AL 2 O ( mitogen-activated protein kinase ) ; ERK: 20 B A E B 1 Y I G (extracellular signal-regulated
kinase) ; ROS: 15 % (reactive oxygen species) ; MDA . g ( malondialdehyde ) ; SIRT3 S ULERAE BT T 3 (sirtuin 3) ;SOD2; MBEAL Y AL
it} 2 ( superoxide dismutase 2) ; ATIR IfL & Z 5K 2 1T 1 K5Z{A& (angiotensin I type 1 receptor) ; MV ; f{ % I ( micovesicle ) ; D114 ; Delta £ B¢ £ 4
(delta-like ligand 4) s Notch ; 73 b & Al ;PI3K:@§J}E@%H}L@ 3 phosphoinositide 3-kinase) ; PKB . 5 B( protein kinase B) ;ICAM-1 R iianE]
FHBfE43F 1 (intercellular adhesion molecule-1) ; MCP-1; BEAZ AN LR T 1 (monocyte chemoattractant protein-1) ; Nrf2 ; £ 5% 5% [N F 21 & 2 A

F 2 (nuclear factor-erythroid 2-related factor 2) ; NO : — % fL & (nitric oxide) ; ALP . Bf PEBEFRHE ( alkaline phosphatase) ,

3 INFFRBESZER

L7 % 12 465 7K F- T 8 2 5 80 CKD A#E T ve
o RO R IR R 2 BRI S S T, I3 B AR R 7K
TR S CKD HBE SBT3 AN VC i F i g
SEARSERY ) BERRER A S VSMC BB A0 AR 4 Ak
BORIE 2 T Ve MR R EhaE it Pit-1
HEA VSMC J5 #00% Wnt/Msx2 38 J% , {208 T 70 8-
catenin FiEHH AN NS TCF-1 454, R a] 2L
- 1# Runx2 , Wnt/B-catenin ,BMP F1 NF-«kB MRk,
PLB A Klotho ik IFF 8 SM22« Fll a-SMA
FOAMEHE VSMC /Y 0B 40 M RE e 4TS VSMC B
SR AZ BB ER (1 52 ), = W R 48 215§ VSMC I
T A v R B PR T/ MR 5 VSMC X Fi g
FEBVIADE, VSMC B6 Ak A e 20 R s 25 B ik 3
JRAE WL AR 1R A5 AR AR, i A 5 58 U AL g VSMC
STC RTINS B Ry 5 Ml A 1 A 0 25 4, AT
il A AL RE PRI R AR R T B A TR
VC RN, 5340, BEERER AT LA N SCK1 ik,
PE NF-kB 38 i 402 1 B 4 AR RN 1 158 40 e 32 1)
PEHE VSMC 1 1l 40 MR 36 4620 il i SGK1 3
PR 3K AT RBAEZZ B B VC,

3.1

3.2 TMAO

& o ERG R I Tk JIE 6k %) £ 90 45 T R R Y
YER T A = e, B 28 FR 1T e JOk o WA 7 I
2R N & B ( flavin-containing monooxygenases ,
FMO) , £ %8 FMO3 (4 1E I F ¥ 45 y TMAO'™! |
FEERBK, & & T L0 A, T i i 18 ik A 4 19 1
FHE AL TMAO, 95 & B0, A 3 3 i 45 1k 1Y)
HBEARTICES AL TMAO /KT &, IF H I i
TMAO ¥ 5 E ka5 b 2 IEAHE ™ £ CKD 3)
YRR TMAO 341 VSMC J8 B 20 AL 5 A AR 56
FE A0 Runx2 1 BMP-2 &3k f2F VSMC iy £ AF4
LR 401, X 5 NLRP3 48 /IMAFI NF-kB {5
S S R

TE CKD K Bl A, TMAO 38 i 34 i VSMC A )
NLRP3 & 4 121581 E i NF-kB {5 53 8%, 305 N
A MAPK {5538 %  ERK {5538 i, S 80U R
FEPRAN TL-18 B RO T, 42 29F 200 Ji ) it A7 1) Ca™
R, i HEsh VO R HE VSMC B A% - 20 it
BEREARDS) | BFSE 3B IL-1B BIESE s VC I E
v RS S 150 B W ) 7 M P PA (X (1B | s DB 8o
() & R v ke E AR R, T BT TL-18 3R 3k AT gk /b
VCPY L TMAO 55 NF-«B i 8% 19 B 2 1k, 3% 1k N
B4 NLRP3 e dE/MA ™ 18 fin ROS Ju 4k
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#24K ROS ( mitochondrial reactive oxygen species,
mROS) {774, HHE58 p65 NF-kB A% E AL, e A ik
PRI AR, Ik VC KA, TEfdEH] NF-kB #1151
M 0% g — A AR HH R 2% ( pyrrolidinedithiocarbamate ,
PDTC) J&,VSMC ' NLRP3 F1 IL-1B A9 % 1 =ik %
IR, I RI8ZE T TMAO 5 1Y VSMC FY 1l 20 i
FEFALFNES AL . 2 5IE 1T RE & 4 Al mROS 1A A
i (1) SIRT3 REAS B2, & LORLIAST AL/ SOD2
HE 2 BE AL, 39 SOD2 3% ¥, 4k iy 2> ROS 7=
AT NLRP3 R4 /MAIE T TL-18 F1 1L-18, X
W UE £ L R 5 005 B AR AR RS L B 5 E B
TMAO i i #{ 7§ NLRP3 2K 1410 | SIRT3/SOD2/

mROS 551 B2 7F 1 48 20 , 175 40 ML ROS #11
MDA 7= 4k BRI KA -1 19354k, ik ve
B & A & P mROS ML 2: 75 BRI 2,2,6,6-DU
FHIL IR e A H i 2K (2,2, 6, 6-tetramethylpiperidi-
nooxy , TEMPO) BEf5 A %4 TMAO 5 59 NLRP3
WG, FER NS TMAO #AE & 25 ] SIRT3 ik
A1 SOD2 P, A2, SIRT3 i 2 3k fE W& 1 B
TMAO 5514 SOD2 411l Il NLRP3 48 ¥ /MA i
T P9 Rz 20 o i TMAO 515 9 4 0E , X 2
ZE W] TMAO i it NF-kB {553 % 1% 1k NLRP3
LM/ MA ] SIRT3/S0D2/mtROS 15538 F4 112 1
PEARHF4n TL-18 AY7F=A k%S VSMC 454k,

vsMC Ca? «——— CIL1B D -

MAPK/ERK < < NLRP3
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1. TMAO {2i# CKD B&E 4% VC Ll
Figure 1. Mechanisms by which TMAO promotes the development of VC in patients with CKD

4 HoFREBESE

o FIREIERE R, RS CKD #1 CVD #%
R e B BFSEIE B, TNF-o W] LL3E
Pit-1 Y 3R 3K 0 B2 £ 1Y $8 BT 8 &k 3 NF-«B
I Wnt-3a/7a FiK, #7E Msx2 A1 Osterix 55 F 3 5§
‘B A MR AL (S S5 2t VSMC 54k, HaZad FE7E BT
RIGITIE R BeAh TNF-o 0] LASE 5 129
ERK/ 3% % H 1 (activator protein-1, AP-1) /1 &
H c-Fos {7 5 il P& 3K ik ® /N4y + B W % R
(microRNA) 2, {2 #F VSMC A= ¥4k, AT fin &
VCRY Ve XURHIFAR (4 T ZE P F FGF-23 , I /)

YD WA IR R 1 HE I S S0 V7 W R v T, 4k

5 AT Rk T NV L R i
Klotho & F11E K FGF-23 {5 514 F4H ¢ 1 34 il 4 2
TRRERS AT D RE T 7= A= Hr s AL VE T, 24 Klotho 3
KRR AT E VSMC S5 4k i & g, FGF-23 B8
UERH G 1 2l 22 5 8 i C ( phospholipase C, PLC) /%5
JE MR 2 IR T /A% P U0 TR 15 5l I A A A 3R
D {55380, SO 1S =44 & A i KU i 2 Ve
W& AEPY D H T GFR R W B S8R B BOIR 45, AGE
KA H 5 B-catenin 454 il p38/MAPK I
Wnt/B-catenin {5 538 % {2 . VSMC 15 B 40 A 7%
fE3tfb % VSMC JHT- R Ve iEFREH ™ H
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AGE 4 700w LA B 83 P R By ve!l ™, x s
GUT L7 S5 CKD Fl ESRD H 3 (145948 , it
& Ve,

5 ERHAGHRBESE

PBUT 1 1S \PCS fig i &1 CKD £3#% VC, [F
NS ESRD b Ve i EFLE Y lw W
TE A DRH £ R A3 Ry s Wi, 4 1 1 WS A A
W tE— 25 RO TS, T D 7 1 2 5 I A M 3 A TR 1R
FHRACIGEA 1% 2R % 3 2R A6 H 8y, O 76 I
ALk PCSHY ) FE CKD B+ IS PCS AU & &
M VC Z [ RIEMSE, #6 T 1S A PCS REfl &
Sk AN E sh ks AL, BL5 % A A E, H 3 3l ik
B v (S S N T 10 7%, [R)RE L 3T 30 K RN R 36 ik
i SR B85 & i i E N, AE CKD &, GUT
WIS \PCS L8 T I Y 98 0E (1) 5% 55 I NF-xB 13
IR T 4 B A A R B S N2 1 R
IR R AR O WL E N B /NS A R T
BRI AN A EAE . Opdebeeck 4514 % Bl U] 52 5%
T 1S A1 PCS Ji7 , M A8 BE v BE LS B S RE S oy FHEE I
BWARTEAL IS B4 T VSMC X IfiL /N AT A= A 4 TR
(platele derived growth factor, PDGF) A R LI H
XRS5 1S 755 SR A XE, 1S A1 PCS
WAT DM VSMC 1R S AE , X & Ve &R
OG5 A Jf 7, 14 B 5K & 1T (angiotensin 1T,
Ang I1') i B 80% RAAS Bl FN3E fin NF-«B 32 (K 305
FHELAA (receptor activator of nuclear factor kB lig-
and, RANKL) , S B 4 i Fl VSMC 51405, 2175
VC AINFIZE . ATIR 7E47 5 RAAS 1 RANKL 4
TR EEE S, IS fl PCS fERSINE CKD B
) RAAS i, 3 E A5 RAAS Fil RANKL #H H.AE H
) ATIR ZEIAFI R I8 AT2R 2635, 4K 1 76 1L 45 11457
FIAM VC R AEVE . Shimizu 25 BF5E K PR 1S
T AN R IG5 Ang 1L X VSMC 4 43 F
Fi. BLAR, IS Fil PCS # ] BEFE CKD KB 3l ik b
51 % N B D RE RS AT 8 A AE Y — T IS
VSMC H= A R, Il a3 MV B S S
VSMC #AER N, 53— J5 1H , PCS AR #F MV /) B
W, SRR, MV AN Ve AEYIbR
PIRNAYT RS & R T ), T BB CKD M85 kA=
VC B

WFFE & B 1S 1 PCS {23 9 B2 20 B RE ik 1) MV,
Hrp & Z 50 microRNA | B2 S5 HAD PN Fz gi i 1=
e A2k VSMC 0 40 MR RE 1 540 07 PN 2

240 ML 34 58 BE 1 I 3TG S RE S . microRNA A LA
PR PEBAM B AN mRNA 4 [ £ e 18 45 #1856 IR (1))
IR H T 3 R 2 8 ) S EZ 1], microRNA
BEAEB I A T BE BN 205 19 A WA 75 0 AR YT 1Y)
R BB AT LI R IR YT 25, e B S 4L
Hh, ZFh microRNA 2l miR-126 .miR-143 ;miR-145 FiI
miR-223 K HAR KL AE CKD F1 VC JE i 7 ip & 4%
ER. M5 VSMC —d2 35 50T, 1S 755 P 2 41 i e
R MV 5 AR 85 40 B BRI R 3R GE, OF K
VSMC RYRSMEAL™ | 72X CKD K LR Sk VSMC
FE IR f A 98 & B, miR-125b Al miR-378a-3p
S5 SiES Ve M ARHLHY

5.1 IS

W& GFR R&AK, IS /£ SCHE R PBUT, £ CKD
BE AR MK 1S e B AT RE AR BCA £,
J& VO Ay E E X K™ Bouabdallah % iE
B RSN 1S M S VSMC #5451 1S 18
LN Pit-1 M FEEMEIEBE A VSMC, 15 5 A Ak 1
PRI JAE N FF 34 0 8 by B4 Bz, 51 A B 400 it A 4
AU545 , RS20 VSMC H BMP-2 FIE (R R 1 3k
IR0 LA RS S A, AR RS S 1 VSMC £54k
AL MMRERE AL FEPRINREFR B9 VSMC F15/6
B UIBRIY SD KB IS W3 in 1 Klotho (14 Jfd M5 g -
B B W% (cytosine-guanine, CpG ) # H 34k Fil Klotho
(M A 8, T Ve @ il Wne/
B-catenin &4, miR-29b Fl miR-125b AEX} VC A& 4%
MEIERY, Zhang %572 K& B 1S REWS {2 UF miR-
29b I miR-125b 7E ESRD £ (85 ik L K 50
Jik VSMC "33k, 75 4ME CKD /NS AL ih & B, 1S
AL 5 DU4/ Noteh {75538 B R 48 F I 200 it ikt
As JE AT Ve IS i i I MAPK , P21/P27/
P53 L& PI3K/PKB {5 % {15 5 VSMC 458 5%
ZIEIE VSMC [ B 40 RE S AL TR st 1S 38
it 1 NF-«B {5 5 3 B A2 JF 1 9 K2 40 il
ICAM-1 Fl MCP-1 [ 3Rk, FEAIK NO 2B R B
Ptk AR RN AR R 37, A 1S a8 w) LLaE i
NC-H 3 A% ( N°-methyladenosine, m°A ) & 7 {2
#Eve?

IS REAEHE B AT PTH B9340 , 300 1) 75 5
41 Bl ( mesenchymal stem cell, MSC) [#] i ‘& 41 Hd 43
AETF A0 B 20 M 5 Bk ALP 3 P DL KR
TE AR B 2235 . A6 BB M o Ak i s R v,
R GUT I PCS 5% 1S AbBR MSC, S35 1 AU i Ji
TR T, ALP TG PEREA I MSC 4k, st
GEIRIT GUT XA il i 5 ), S48 i R o
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S B AE AL, (H 2R CKD 5 F GUT
PEHE PTH XA s HEHTE A . 78 CKD A S 54
RIS A GUT BERCAE B K4y, IF5 15 45 S 1k
ALP EHASE, 5 PTH G ) b, 1S KT8
fEE 24-FEAL BTG, 80 25- 2 i R D Mgk %
D A, TR AR A = Bk
5.2 PCS

PCS S& U5 [ % 2 1R/ 78 TN 2 8 A 1 38 Tl 2B o T
MR = A i —Fh 427, PCS 7E CKD &
VR R R AR R R A%, K3 PCS
TR CKD K RLE Sk AN &0 3h bk a5 1k B i be
A BRI R S R 85 9 AE N, 36 I I Be {5
SIS 5T PCSER MK wiEXT 5/
6 ‘B YIBR ApoE ™ /NRMFSE & B, PCS 7K 1y
REMEIE As BEHUE R, Ak, PCS fiE SE MMP Al
24 R R 1A I 4 551 =2 190 - 35 L, AT 51 %
BEHAFAE MRS LS L Sun ZE51 IR PCS REf%3E
I RAAS RE0AE T LR AL R BUE B4
Jing ZEBTER IV PCS 38 417 S A E T RS
ROS 11477 A= fiph % A% 290 - 1L A5 P B 40 J R A
I B VSMC AL R B, T ZER S, PCS T fig
VE R A R A A 1 28 R HE A

6 BIFFETRBESERE VC HIRE

YT U R Z AR B 15 R AR T 8, KB
e, B AR AR TR 2RI S — A A R A
GUT AR IS, T3 25 4R T0 25 i B KB
BT A 2R B b 78 S R TR 25 AL ) v g 3
ST WD RE R S GUT 1Y 3B 44 )i A i et
e 5 W I8 v A 3 R B 28 s RH 1k LR — S
FHH e SR, o] US> GUT (477, DA ZE 2%
HIAYY CKD 5IER VC,
6.1 THREAR

YER GUT RIS BRI, e I & 3R 1 o 1 4%
NS B Uie B A, mifR ke AN Ee O
fg, i Hakwi > GUT fyr=A:1) B8 £, Ik
FIERCE 25 6 T 12 28 0L b 78 390 mT g 2 sl /b 16 1
CKD FE ) GUT p=4E") ) fE CKD g | i B 4
TR v 3h ) 8 (AR 2 g B TR B R
ZhHa AT B 5 R AR I R IS A PCS BYKSES 5
AN F ] ALY B TR A 7K ST RT3 s s/ 4k
ARZF MR T RETCHE B IR 25 7™ ) AR ML 200 i v 1 355
WAL A UURURFEL v KNI FEREWIkE
FIEATRESBIRE FA R, H I X AR & —A4 75 2

TR R R
6.2 MEMESEATH

Jo 38 AR A 25 VR AL - D 25 A T - 40 LB FF
BRI LI B AR TR TR A5 06 B, BT AR AN R 40
A ERT P 1 38 2ok BEL G 32 AR ek /D 5 IR B, IF S
GaBE I N, M T B 35 g A 5 I o) i % i R R K
iy, Fe 2l Ve S EIA S, @540, 4
By MCRFE MR 2R AR AR A5 9 ik
(B KA , TR 1 38 P9 25 A TR 0 0L T 7 A
FLATF B S AT 25 P 1 5 [R) Ao 00 ) At o 285 ) 40 R 344
B, QAT AWM A TR AW, 5T
T, R R Al 2 285 0 7 700 T L R AR 1AL Y855 T R
RN PCS FIS 7KK, I B SRS FIREAR A L
L3 A bR KR
6.3 FRMEER

P Ak 2 10 il B i R P 7 SRR TMAO
K, I HAEBEE Runx2 F1 BMP-2 25 4 263K (1 B A%
T 2% 32 3 ik e Ak 7 PR I g R 5 i A
ZHHORFEAIE TMAO ZKSF- 1] G825 97 CKD ' VC 1
W FEARR AR, TR RS X TR R S S
TMAO 5 B 9 T A PR BT AR X THRYT CKD
) VC SR BEAR R T 1],
6.4 WRPHFIRMIREESE

A AR P A W B R Ak A 4 A A
W GUT , s/ B 3 2 2 1 W e, 45 A1 082> CKD
BE I LAE WG RAIFTE 2 B, 11 IR I 1 o W A 791 o
¥ (AST-120) , REGEHNH 1S F1 PCS R {ATE I8
P, AT 48 3 R I 1S AT PCS AKSE IR
KR ARG BRI ], 2E28 CKD #E)E, 55
ANRBEFRER 456 577 WA 2 B8 A Sevelamer 3, 1] 25 &
GUT Bi& 48 A FIMAR 5%, iE2% CKD i ESRD /B4
B 5ELtR Bl K 54K ( coronary artery calcification, CAC)
I JEE A I 18 00t 4% S R DL . CKD |83 1Y 3E
tz%[(%%] .
6.5 B

O35 5 BT A 0 3 2 JE K OB AT I R) RE R
GUT T BRE ), 4k B4 4 B 05 IH T B G R K
SF-LA B AR SR R I AR T Y microRNA 3k, Wik /b
VSMC 54k 7" BeAh, 18 Hp A5 38 B8 T 1 ™ 2 3 AT
PR T BB B ER RS, R & TR s
BROypERErE T | 2 AR R AE R F (1L-6 1l TNF-a)
ek ™ MR PR BEAE 8 3K 2 i R A0 i
A I AR A A (AR ES A 32 IR pH
MLV T PR 0 245 4 e B 1) B R0 A I V3 AT A
[i] , K- 45 58 4 500 A 9% 25 T A ol Kk OV, BB 8 3
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B ms oL -F- A B 42 5 IR 5 2 I TH B 3, O 3 5 %
PBUT W) Z:PkeE S, TR EAWR R 5 NA
A M e T, LAYE TN PBUT A5 % , 982 CKD
HBIEFIFET R,

7 IEFEMS VC ST

Yer: B K 25 25 BE N 16 G AR TR AR 5 1 iR B
ik L B B B ) 0 e, SR A R K #E VE &
JEEAERT, SR TR Ve, 78X E AT
CAC XU H Z Ay 3-4 ] CKD B&AH BB T 5,
CAC PERER B2, 53 MR B R #h 4 {5 FH mT 4iE
BT E VO ERE, JF s VD KRR,
TRYT B I P 1 B WA 24 4 U TR T LA
il MBGEAT R CAC Mk | BRI R W N BE R
JULEE ( SNF472 ) REA% 10 1) 1M 380 175 A7 £ 35 4K 4l 2L 45 4k
MTE AT CAC R T SNF472 B e T
CAC R E SO A5 1L 09 BEJE , FLR B R0
Kt SNF472 A G2 —FiA A BT BNG 9T 7 &R
AN ZIRER T MR RN S ERTE CVD BT R
AN T AL HELR VC R,

8 B 2

JAiE R B 7E CKD B i ki S 8ok Em
GUT A FFAEAR N & AR, IR 1 58 38 9 9 B 1 1
AN, TR IR T B 2 RGO K0, T
B R AET RS, T VC AR CKD & I &
CVD ZET- M Z 5K 2 —, GUT Xf VC A B Z %
Wi, BRI, X ik S R iR YT CKD R VC 43t
T AR J7 ) R T i T A A RN AL VR
B ZKVIIRYT 7, s R S5 4 LA K 1R
TE AR AR 9 7] R 2 B AN B A R A AT
REA B Tl RAERAS, 2E 22 5 DI e T B, 1/ 3t
TR RAE K AR AR, SR, BT R 8 B
325 DL B AN AR ) 22 50 AF AR FPLEMTS AN+ 43
THAE, K, W5 2T AN RS AT b5, LU 2
EHCEYRER GUT 76 VC H s YIE T, I sh i
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