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B 18 3K 7= 40 =2 Wi RO BF 33 3 R
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Tt 2 AT A O B ) S, M 3 TR O TR OB AR (B Y T T R R R S BT AR R 6 Y B (peresyl sulfate , PCS ) L 2 3]
M (indoxyl sulfate , TS ) 45 i U 1 IR B AE 75 22 76 1A 3 2 FR LB 45 00 AR5 77 00 40 6 65 s 0 0 558 B 0k 20, AR SCA 48 CKD 8 T T8 7

T R AH S AE 58 R 8, M It DR T4 3 AL B e 4R i |
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FESES R692
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L% ¥ IR ( cardiovascular disease, CVD) F12% K # '
J% (end — stage renal disease, ESRD) i & 4=, CKD B
U R e R A T R O T UL 2
CKD BHEWIER K2 Z /P REm, Hh ImiE
BRER I AR A ] 200, H AT, 3l iR 2 A
TRE— DI E , A XS 5T AW, i 3 5 A
HWEAEN T AR AR, BERH T - H
W PIE 8 il S B R A Y A K e g i A A
B, CKD FH i e AL, I 2 2F 1 i 4 IR
TRAE AR Y 7 A 0 R B R A A R A
Bt B CKD H85 i 8 1 B 2% 98 S 52 i 6§ CKD
fRYT BA 2 L, A4 CKD 84 1 38 R
472 A I 32 B 64 il A 0 % T CKD AR Y
S, DL R PR B 5 R O IR T O 125, il R AR
P HE AR
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3. W I A X CKD B A9 R« i 3 1 R
ARG, FE AR 38 R 85 A S RE ) 55 . W R
i 5 A5 LA B i B K e 189 i A= A5 0 1 i T R B )
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R VEARZS w4 & |k — 2D i CKD /9 % g, il
% CKD F B 2% 8 F AR I

B T E R I8 5 CKD 1Y s 15 & e 2% YT AH G
Gao 557 I I 7 B PR 4 2= H R 43 T 7 R T B BE CKD
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V8T i 3 TP B 248 TN 2 TR P i S R S (5 2 TR, A o T 2
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R S N R L R A P P e A A KN T
(transforming growth factor — B, TGF - B) . H 40 g 51
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2 MR,

(3) 0 I 58 5 78 - o0 I 806 22 E CKD BB iy
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AL 3E 5 3 A NOX, T P9 B2 40 7 A2 ROS 340, B AR 4%

- 183 -



- GiSHE -

J Med Res,November 2022 ,Vol. 51 No. 11
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JULAM 3 T 0 2k T AR R

(HH WP - &R ZEEL (CKD - mineral and
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Wi LB 5% . CKD - MBD & CKD B % 547
DL AT W FE B I 2

JRAEGAEH R E R CKD - MBD &AM JFH 2
—, CKD - MBD Ay —~ fi 35 FRAE J2 & X HUAR 55 B
MEIPL, ISH PCSTEH PR T EEMEM, A
LB TR B 1 - 3 (0AT - 3) e A F IR 5 4 7
Y40, B AR L A Gk . PCS RIS
Wit OAT -3 #E A BCE 40, PCS ] Ll JNK K&
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(8 2 N7 R 75 S 0 M AR B 77 A 5 1S S AR 1 40 i X
PTH A 8O EE (A [R)RE AT A FH T B 40 A, 3 5 410 11

2 B S L TR osterix ) LB A5 ORI 1 2

(bone morphogenetic protein 2, BMP2) ] mRNA 3 ik
I FLF S 3 P S0 7 A I R ORI £ DA T 5 3
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2. M|k -3 — NR . IEHIE LT, I -3 - INR
(indole —3 — propionic acid, IPA) 5 1S # & i ip 18
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- 184 -

JEAB A YL & AR EENLER Y, B £, IPA
AT LLA B AHR B9 300 (2) TPA AT LA i
Stat3 7E Iz sy B /NE A5 A #E T R 9 MCP -1 ICAM -
1 4508 IE R 0] R4 4k fk . (3) ACE2 - Ang -
(1 =7) — Mas Bl o] DL i 58 M B I, 32 1 4 2% CKD
FRHE SR o O L3 AT LA A BELE 5 s SO B s ' i R
AR EEPERM . AHR Fl STAT3 53 3 B /N Mas
Z AR A G, TPA ] LLSE o 30 ] 1S X P 3 1
PR Mas 32 (R A0 B E£F 24462 0 (4) TPA
WU B OVE M RE R R A R, S — R T S AR Y b
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B2 Yang ZEUPTVHFSE R B, TMAO 45 25 5 K BUAR
P53 bk oK R B Ak R O 1Y I AN A v TR A2 1k
(CD36 1 SR — A1) A mRNA 7K 7} 5, Wi & a A
] 2 17%) L5 RT3 T 400 e ) T K

BEAh, TMAO B ¥ Mt AN 25 2000, S5 56 3iF 1
TMAO %5 25K BB /NG ) S5t 2F 4 Ak Fn i S o0 AR e 0
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