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1% M B &% (Chronic Kidney Disease, CKD) 5 i ff 5 45 & £ A b T R oy fT MR m 0 0
A2 & Jx 9% (Cardiovascular disease, CVD) & CKD #9 £ % 3 & fn B 5t /R B 2 — o CKD #3718 %

B SR BN A SR AR A B 6y KA

B e KA AR 1 18 5 e IR R F AR

i i BE 4 %% ik 1 (tight junction) @ HERFME R RIE » LHCVD: % —F @ EFenpid
P F A ol 3 e 6 BALIR Sy B KRG © R BAGE AL o TG - Bohh e B4R o B bt
BEENBAT (BABRBAL) - AEH G E MK o R M I B R - By
A CKD 85 B AL » A 43 31 30 5 30 Bk 4 75 % 9092 CKD M 4w 748 2.3 88 R 38 4 2 % T8
B BACHT 60 8 &+ 4F 2 CKD #f 09 4 h 36 4 s -

BAsEEA - 18I£B#EA (Chronic Kidney Disease, CKD)
IZEME#E S (Gut Microbiota Dysbiosis)

f5E Sl (Gut-Kidney Axis)
48 (Synbiotics)
I=E & (Probiotics)
@4 JT (Prebiotics)

L

— BRI

T4 B A (Chronic Kidney Disease, CKD)
& W E AL RN 0 SRR 10% FY R A
O Ry H s B A9 2 ERME A - CKD &
FFWIRUREIR A BB - BEERmRAER - HHE
AT BB DI REZARAEAR (A0 ¢ 6 ~ REA

jillll

ik ~ FEME AT AU B BRI E - W
TERRBR B BRI - B8 L RE R B
RAFEE GET BB AR 2eiefr ey - O
EPRIA » & CKD = =R K iR BRI £ 2 OF
BHEL — » CKD BE LIMVEBIRIEE - BR T
AR bR R - - a0 IR ~ BERGE ~ A
SUH ~ HAAAN - CKD BEERT A AL IR

WA L FEIE AR ¢ EI T AR R AT 252 3E b R KGR 3 IR AR B S A
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fab@ R+ - 40 @ IR RAYHERE R 18 13 K I e
% RES | BEBENNUIR AR 2 o 40 AN
HIEMEEE 28 ~ SAALRE TR B hIALC BT A D RE
AORRERESE - ERAEEE(ERE T CKD & .LIME
G IFERIEIE LR RAERR

PR3 RE B AR 1B S S RO Ry B R
% (Protein-bound uremic toxins) * 41 : i EEN|
W 17 (Indoxyl sulfate; 1S) » ¥f i HH i (p-cresyl
sul fate; p-CS) » Bj%H (phenols) 55 - F K H R
WHEHFEHE - (R ER R - RS
FHRF BRI LR TR ° - IEEBTE (IR B R
EE e oty - nTH B/ NVEPRTRRSL - B3
gz E G - FEORERGHEEERENA
HINEEIIRERIIE - RLHHENIRE R
M AR A HELUENT T A RS s34
R EIR R AE RS 2288 ¢ - R IR RS
BB IS BER A DR E » 1A% CKD iy X2
HiEZ — » Hiif 21t CKD #IHARS B frtataii
A ARG ER A BGEEE -

CKD B # X E|IRFRIPE - LEREH
B E R o 0 B ER R BRI (R K PR
PRSE) FIZEYIBE ] (BERS BRI R PIAERE) 15
B E R RS - MO ER S
HYBRYE o [ B T e i Y 22 il B S AN
B EAIRBRARIEY) - EMIER CKD 1Y
Sk o JETER BRI 1 158 R % B g o ]
GEEMMRGR - KA 2SR LR - B
(Gut-Kidney Axis)® > AJE 58 T4 B 8 8 A R
100 JEAY) » BUREES 2L AR
AP © o BB RS - (EHERE AR
B EEE B AT - A0 R IRR e
HITHHE ~ R R R IE ~ =BV ERIRIK
FOEE - DURHEBRIRBREHH 7 - NEftamie
T HGE TR # AMAE CKD thiy Attt » 48

(A EAI 4200 ) RUREFEAE CKD ARG K » A]
YERBhIG RN T =0 - Ry B E R E L i0% L1y

— » CKD HISEMR =LA —FHE - B
(RE—)
1E— M BE R AR A - 1 TE T B R 3

Al oA s R BER 'Y (Firmicutes) ~ A5 &
] (Bacteroidetes) ~ Ji #3 B '] (Actinobacteria) *
e 9 (Proteobacteria) ~ & I il i
(Verrucomicrobia)® = 7F CKD FRE 15 E i 34
ISR - GRS G E R E LA (symbiotic)
AR RER B 223 (dysbiosis) TKFE ° o I5E MR
KA INE CKD By f - K] Ik 15 i 1 i B
CKD Z[HIHY A B S Ry o BRI < Fafa]
REZE BT

(—) CKD {EERZEMERAVLE

CKD EE NG ERE SRR % - AERER
F ~ IECRRERF TR P BRI T AR A R
HIJ A - AR EEL (Lactobacillaceae) ~ HEFRE
B} (Bacteroidaceae) ~ #FICEEE} (Sutterellaceae)’
CKD % 5 K & & e 3 DU 2~ I 8 %
B kA% - B E ik Z B A bE S R
(saccharolytic fermentation) LIRERYERAE » [KI T
D EEAEE A AIEY - AR BRI
12 B 5 5 H 7K % 25 B (proteolytic fermentation)
DIRERV TR AR B 2 » 25 ILIF U R B PR R
B - e E R E AT AR IR E AR 0 7

22900,

(Z)CKD 3525 8 EREMRIE R EBE

AoCh e

CKD BE KM IRZE BB BT 47
WANGER [N BEMEHETEERR
(urease) HY B BRI LB 155 (5 IR 43 W 2
o8 R PR M o7 A R B IHAEY) » AR Ry i
TS bk (NH,OH) e = izE pH H » 5158
o B N 3% R I FE ~ SELEG 8 L R A B B2 A
(tight junction) HYJ occludin ~ claudin-1 ~ claudin-2,
ZO-1 FEEFEEANMEE" - BKEE LA E
BH - S0 Rz 352 155 3 o ot T 1% o s BE Sl 1 12
TR T RGIRE o 13 o FHA G E BB R D -
fii ii5 % % Lipopolysaccharide ; LPS) ~ & & g
[X] ¥ (proin flammatory cytokines) ~ il ZE ¥ ¢
(microbial fragments) * N#HF ~ BFEATERIR
53 (gut-derived uremic toxins) SE#EFSE] 4= B
B W — R AL JT (oxidative stress)
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B— b-&B#

WERRTR ~ SN « RHERFFIEMRIE - BENBIEENRIL - CKD BEERERBHERIUNL « BEIRSNEHE 8
HZEDPRZEBEDBERE (saccharolytic fermentation) BYETE & 18182 E B KEESEEE (proteolytic fermentation) 9
=g - AR ETEHRBENSER - AIFHRERE pH BiRS ' N LEBEERARX REEIEFRRE LEHREREE
(tight junction) B9 occludin ~ claudin-1 ~ claudin-2, ZO-1 FERED - {*MIKIEZERE - ILI0BEBREY - BN "5
RIE.L - BEARBERASREREY  SIEESEE (LPS) F0IKEME (peptidoglycans) @ #&E{LiZZ0MR R ERR I EN0IR
REEEEY  EHEMRS ERLMRAF - ABTREEABENBRAR  NEMERRLWREL - BRICEIDEE -

TR "hr - BEh, o

B A SRR - T2 » CKD s iR
M — TR AR 1 - SR RAE (L -
YR DB ' BB
815 SERY -

(=) BEMERLFNMNE CKD BIE(L
ERWSEEE - 18RS RIEET 3
N R R % AR i At A BEER
W~ EITRE ~ FUEHREERE ~ MRS RN
TG B A TR i R M SR o T (R R AR
RIXIE - 81T EEEBEEKFAEIT
1538 R IR B e Y » A dE LPS FIAK
ZBE (peptidoglycans) * 151 1L B B4 IR 66 9% A 7
ARG E BN - AR YA A9
RAM  EMIEEREMERES » 41 HIr

F-6(IL-6) ~ T #8 3 y(IFN-y) 1 & 7 2 30 K 1
o TNF-a)'¢ » (LB DAL -

GBI 2 BURE RN B S H (5
4 JUTRI S B - ERIENT ) ISR - ST HIGER
bR AN - B IR - 40 BB
(Proteobacteria) ~ £ B '] (Verrucomicrobia) F
MR B (Fusobacteria) SE B N - B EH G
TEBRAMIE FHY LPS » ] 4k oo 2 il il 2% i nYy 32 48
(Toll-like receptor 4) Fradia! » HEMALH NF-«B &
AR R T4 7 o SSFeEEs -
SRR A » CKD FERYIMH LPS 5 8%
EFF - i HER TNFa ~ IL-6 F1 C KJEFE FH (CRP)
LR RIBENTHREIEAAR ' - 540 - BE
TR % 2K A P HE AL B B D RE R gt ~ I L S
eSS - B R EEGEIMEE » M NEE CKD Y&k
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R 1920« Wilck N %8 AWFFR3EE - AHEIA IEH
BRER/NE - SRR SRR/ NE - HIEER
B 5 S5 LB T I E TR S (L AT L
& -FHARR 2 e phAh - RS R O AR e
EHENREBKFEE - EEESNBEARE
SRANBRFETS 4487 (Indoxyl Sul fate, IS) » BEIEHIA
i A I FE BB Mg A AL - AL BRI TR -
SIS 5 S CKD Z R fgER -
HEEHEZ 15 - Bl (Gut-Kidney Axis)>? &

= BEMERLBMCTENB R KSR

CKD 75 5 18 1 1% 19 OO i 1 i s 28
BFEHIRBRNESE S BFIRBRERBEE
HIR#H > A1 : BRERNEIEED (Indoxyl Sul fate ;
IS) ~ ¥ #i B i3 (p-Cresyl Sul fate ;5 p-CS) ~ 3- 5
Wk 2% (Indole-3-acetic acid 5 IAA) » HE/L=H
[ (Trimethylamine-N-oxide ; TMAO) ifi I £ &
HIRFHE M - BEPEAIRERETE CKD ¥
SRR 1 A 3 R S FEFI G I S8 LBE T T
IR E MR Gy - B3 CKD B IMETR
B JEBE o DA 23 Al Ee d s 1k PR 75 38 i L
Hy=f :

(— ) WRERms|nxER

WREEs R (1S) & — TR IR R » 90%
R 8 A 2 2 U (tryptophan)
R 157 0 TR A 1% 0 7 AR MG (indole) + AR M
BRI - TERFREARER (L1 - TERK IS HEAIMK
i E B DIREN RIGETE AN - BB
2R o IS AIE A A KA - EAH
FHES ~ HIHIA R A EAR ~ I I S L
ARG A - T BE P R AR DhRE Rk - (2 ER
22/ IVE T A B RBE AL AL B R ERBEAL - B D)y
RE(LAN CKD ERE 25

1S AN - ARG TR (Aryl
hydrocarbon Receptor; AhR) #5551 » HEAMMIEE
LSRR (DNA) » EA —HEREME -
AhR & —TEEERK 1 - BECASAS S - & Hi
ME R S BN - I FEEELRIRY R - 53
Y s IhAh o BOEEL ARR A5 S 1% o thaliE b

JEF K /5 2 (nongenomic pathway) 19 %% & »
Al A LA ER R 1 + 40 NF-«B 1 AP-1 » [
TRAERE R IE - 1S Bl Ry 2 B ARR FCBE -
KL - CKD &Y IS B AR 55 1%
CKD Hy3EAE 26 -

(Z) HREE

WD (p-CS) F E R B L% (tyrosine) 5z
KR (phenylalanine) A& E 1% - #&HF
BRI L TP L - IEHETEOLT - e i hHE
i #E AN 27 o ANIS — % - p-CS HYIREERES CKD
AUAERR MG » (B —fIMEGENT =0 - A5
p-CSBENT BG4 - p-CS AT € %% CKD BE %
R ZEHNHEITEA © Schepers et al ¢ A B K &%
Bl p-CSpeZE @ mH A& 70 B R
TEF 2 » p-CS REfEHERN 32 — M5 IR J13% — BRI
i A (RAAS) 15 b b Rz BB 4L (epithelial-
mesenchymal transition) » 35 2 B [ 5 #AE (LA
B b o A EREEH - p-CS AN LR
CKD Ry BT - AR ERER (AR RS
HOERERER ) ~ IREERERIREAR ~ B3R ~ Al
O P S EAHRR 20 « 534h » 12 CKD 5 2-4
R - p-CS IREEBHERY B - HLELC g
BRI AR 2 .

(Z)|IL=FhZ

Z 1t = W % (TMAO) & 2 #ll & 1
VY % & Fi 2 45 0 3 EL 2 betaine ~ L-carnitine
phosphatidylcholine ZERGE XY trimethylamine®? »
FI A& T g S8 AL 2 T B TMAO - Pelletier 5 A %
B CKD Il 1 HY TMAO F/Ca ik I 52 375 S 37 1E
FHRH 2 o TR L AW FEEE TMAO ZEilig b
NLRP3 & fiE /)N 8 (inflammasome) 19 /7 =X A2
BRI E - BN K D REREREE > 1T 3% S mh RS
ARBEAL o Tang S5 AMFZE8EER - fEALIE hsCRP Al
eGFR JEEA 71 » TMAO & EE T+ n] 7EiH] 5
FESE LRSS (HR 1.93, 95% CI 1.13-3.29 »
p<0.05)% « SSEMTEHEH TMAO B hRHE M
INEE BB LAY ETT S B DIRERYFE SR  [AIIL -
G EF 2 H TMAO 1l & 1F Ry #& il CKD B % -
B A RS VB e R AR
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M HEBKSRENBENREE

IR 1R R M P B R R
B - AR - B A LA Rk
PR+ H b LB 7 R e S A R B
RIBHEE » R CKD MR E SR
[A] -

(=) HOREOENEE

7 30% Ky CKD &35 15 /L g 0% O SE -
fRURA A Co R I e B IR - S e CKD B3 0
BB IRAY B A TR %« IRIERTPRIBIE IR E
F  BETE 1L RAAS I INTE M AP E (reactive
oxygen species, ROS) » 3& 5/ ik 72 2E i E AL
(pro-oxidant) 5z fi¢ % & E A (pro-inflammatory
effects) » EERIRREGIRGS « PHE s ~ LA
AL IR EYE - 25 S RS RO B
IME HHIRBEAL ~ Bt ARBIIRREIL © £E Gao FA
BHL - PR O IR RGNS B S LA
s ~ S LAIBIARIREE(L ¥7° - HHfaE
Barpth s RE N IRGREERINLERY
(MAPK) A1 NF-xB RyE&HE » & pl oI AER
o KL - BB DI RE R (I N i 1 e i O
TG BB AL O M A IR R B AR A Y - AR
A MRS ISR CKD H A I E i 8
oty KO PR 7 34 AR » SR ~ B
OB AR RSTEIR S - BIsE TR Y Kt
HEHEL T G- B - O SR

(Z) HERES
FHEAIRERMEIEEEmE 2
B AR R e MR ENE - B
th NF-xB 7EIR R AL B B iz - e
LAt o 7E Shimizu 58 A2 283 - IS AJ {5
b NF-«B M IG5 - 3B a5 ps3 hisE
MM 2 3073 0 35 35 TGF-B1 Al PAI-1 fi2
BB B o WFTREEE 1S ErE kR /)N
& Rz ARy b Rz T E A (EMT) » 7 b Rz
Bl b A R & — T B B A (LA B I
— %o B34k 5 B CKD &Y Klotho B KA

;r:#

i

Tup

5% > Klotho Fy—FLEVE 15 Bk R AGHS iy e
LI Y 5 1S R AERIIEA R R B
{R3E NF-B 9751 * LT T3 Klotho
B4 SRR -

(=) HEBRNES

CKD HyREE K= I - RIES - &I FIRIR
JUEE o TETEREAE D AN e ke FGF-23 BTt » Skl
BRI B Bk o BB T R Ry i R P T o A
(CKD-Mineral Bone Disorder, CKD-MBD) ° #i%&
F PR 5532 ] DA AR IR e o4 bt s s i i
HFIPEC o FEFRAMIFFE R IS mITRILT T B8
2 e 5 A Hh o 24 TE B2 F (Mitogen-activated
protein kinase, MAPK) HIF&## » (K Runt-related
transcription factor 2 (RUNX2) 1Y % ¥ > Il il
5 MU M A A F (osteoblastogenesis)™ o it
Ab o AU FE IR IS IR B s /IR 2 i
(AhR) T B4 Nuclear factor of activated T-cells,
cytoplasmic 1 (NFATc1) HYZEEL » 1 #0515
fasrE St o FrDUFE CKD B - FRFA S B M B
B IR AR B EE 0 1S Pl - SR B e E
PRGN » K e A1 1 B s P 375 38 Y B B
Bz

(P9) B4 E (Sarcopenia) BIFZZ

CKD &3 & %8 42 IR 55 £ WL 2 JiE (uremic
sarcopenia) * {EARIAE R HE > HE{THRE
5 % o IREIENLAER R R LA ST ~ it )
TR~ EBINI SRR SS - 2 EYR AR
5 P e TEERIR | TS E] CKD B3 1ML
SIS B IVE &2 A EEW AR - H
F ERIBEEE Ry 1S BESMIE L Nrf2 (nuclear factor
(erythroid-2-related factor)-2) & 2 %% Wi 1% Bk K
7 KR 19 JX % 5% 7€ (Pentose phosphate pathway;
PPP) {1k » G 5t 5 1 A AL SR o 2 AR A
fry i A - ST 5E L P T R AR B B T RE AR
RATATP HYBRZ - BN RERE R AYIHAE - 1T
FEANINE BHRK > - GRS R R
HIRFERRF I IS » /& CKD LA RERI EURH
FSSE
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(R) HREMiEEA R ENEE

CKD #7032 - iy 25 3 Je A it 2 Y e %2
R 2R > InE B R aEE L - BHEAIK
PEFRANIS fe p-CS ¥ 56 7 il g 2 A 2 95
(pro-apoptotic) FIHNHIEEAIIER *° » EE CKD
R SRR B BRI D R s 0 1R 8 2K S e il
B BE FR PR AY ST R G R A — 2R 88 R
¥ 3 5 46 (translocation) B9 1 B - M &L
BRI RMAIRE R I NE - N8 b B AR s A 3%
& i #A #H 3% (proin flammatory cytokine) Jz /Il
H FEH T Thi R Th17 09 5 FE o 16 A0 B 1 g
=09 LPS K BRI A2 88 RS A 0 SR
TR KRR RIVE S 07 o 10 LPS JR ] B
Toll-like 5% % 4 (TLR4) FI NF-xB # &G L5 K
TSN - 3R B R IR B R Y - RIARIE
B2 I 2% BRI 2 A0 M KT - e 28 2 2 B 1k R
HFHE—IE CKD B9 AL B/ O D B ERY 2

g4 59,

A mEEH (fEREEREIT) Mg

TEE BRI

CKD S IE S B i - S
SRR (1 S IR G FRE TSP » i (1 B Y
AR + B 1R R B B Y B
I+ 51BN S ARG (268 O R U E R -
PR 5 6 4 70 A B R AR T - S R
B - HEIAR CKD ML - AE AL 2
I - BRI - R SRR
SUBERIILIRE - LTS -

(—) RERISSMERRIEE (REZ)

1~ it EYEM: &4 P
(Antimicrobial peptides; AMPs) Fl1[/7 £ 32 2k $22 il
975 i R R AR R+ 2 AR B AT DARIE S 7 o

B— : aEEN S8 BRmaHKE

HERRELNEMA (AMPs) F0PTERMIEA NF-« B » FHEEIEMHIRSE X RE - WaeEE 28R %E R _EZHER
FEMIGEIZERFE - LLAMNEEIBI0R D MR EEEN I EEKREREEREEREORSREL FEXEGpHE -
BAREANR X RE - SREEVILINERIEMHE - RYRKBEBRESEN  NEBEANRLBORBIER KR
f& - 1ERBRIE - BBREEBEEVMHTT - SEREEDEROTE - FELRIERR @ 1SESBOVRRRAMA - X

E8MBRRTEEERE
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WE TgA FOAE R 2SS4 —TE G 1B B IR ERK
60,

2~ WETEIGE B ¢ A B AT R IR e R
T~ (e b 7 BE B E T (epithelial tight junction,
ET)) AL ReHAREAAFNS - DAessis 8 ik o -

3 ~ BRI 0 ek A B /K e s I
A2 B AT R KIS f 0 pH E ~ IR A I8 A3
RIZFE -

4 ~ SN SENE GG K R R PR R

DEmER RIS - R BORE - IR
HIB R A PR RIR RV - a4 R HAE
WA SENR RS (SCFAs) FYAERK © -

5~ PUBERAEH B RPZEREN © 4 A4 B EAR
ik B3 8 (Pattern recognition receptors, PRRs)
41 Toll-like 52 % (TLRs) B 28Rl i (DCs)
FIE A ZE AR A AL AE T - S RFE B 15 SR R
o NG ANERERTE T A (T Reg) &
B A o 2R A]E I NF-«B {3 98680 - 4
PUBERIERH & -

(Z) > METTAESBINEERIHEES

i A2 TC IR 2 A S iE AR s R A
#E - KRIGE EIE bR A ARG SR G ER (SCFA) »
1o i R R SE B R RO T RE ¢ - BAMAT L
PR R ~ YIRS B R R » WAL
EFERIEE M A A EEN AT S - EEE
HhEE L - CKD HA B EME#ELFERE - a0
fa TEPUIEERy (REEABiE) - IR T4
R AR B B AR B T T B S B TR T Ee
b 66

AN FEEEIR NI R S 2-4 KAy E 8
L $5 £ BR (acetate) ~ N [ (propionate) Fl1 ] &
(butyrate) ° H B ARG SEAE R HY 2 88 - 4351
J& ¢ Gprdl ~ Gprd3 ~ Gprl09a 1 O1fr78%7 - i
R R SR A - T ARS HE LB 2 e B
Histone Decetylac(HDAC) » S TERSM: T Al (T
reg) Sz IL10 » #1385 SE - hnl#E (e MG
b Rz MR 439 TL-18 ~ MUC2 Fl1 AMPs - T fEFF
I3 b B A e B 3 S A Se B - T E
I 1 L 43 20 TL-6, TL-1, FIT TNF-o1 1 B AR 38 28 5

JE O < [RIEL - FOSENRIYIRE AT RS R A LR ST
RAEICIE ~ BB B 35 — I A BE 5E — PRI
SR B IRRHSAITE T - T R B INVE R
F o EESCEE TIREIRCR @ -

7N~ mAEER CKD R ERRER

(—)=BEE (F—)

ERmERN A AR AU
A T AR ol R ) T i 0 T B R R 1 i o
AV TR — » PR AW~ R4
g A BE o3 CKD BEFFHE IR HHR
RAE ~ MAERTE > MEEAR o AR EE
PR BRI 1 [ B A 92 50 37 ML VRSB BT 19 B -
Horr 25 £i7 5 Bg M G T = Bl & (1000 & CFU/
H) B4 H (435172 Lactococcus lactis subsp.
Lactis LL358, Lactobaccillus salivarius LS159,
and Lactobaccillus pentosus LPE588) »  7E 24 3§
BABHIS R EEFMN T (53.991+38.40 Vs
36.18+13.59 mg/dl, p value=0.018) > p-CS H
™ B (19.54 £38.40 Vs 17.18+12.85 mg/dl,
p value=0.38) - HANZHEIIREE NeE > 58
K ¥8 % J7 T (CRP, IL-6, TNF-o) 178 5 B Bk
270 SR » 1F Borges % A BT 52 %5 57 » 46
FLIMBENTIR AR 23 AW A3 H A8 T ILE E
CFU/ H BY & 4 B ( Streptococcus thermophilus,
Lactobacillus acidophilus, and Bifidobacteria
longum) + 7EASHE 12 BN - HEHIY IS 1Ml
CRERE R T (31.2415.9 mg/dl Vs 36.5+15.0
mg/dl, p value=0.02) * 3 ¥ 19 > p-CSH T K
1 i 24 (50.4+29.0 mg/dl Vs 46.3+£32.7 mg/dl,
p value=0.55) » ASEHIEHE AT NIsE - FERR
T8 B /7 1 (CRP, IL-6) % A = ol
e R - Al A R & - HFER
12 i L PR 14 Y 8 24 (pHL fecal: 7.2+0.8 Vs
6.510.5, p value=0.01)"" -

IR REIERZE R A AR R A REA 1S A p-CS
TSR 25 - AU E A —
AW - 5 BHE LR IR 2 RAY A RERI R ALES
AR R B RAEEEE B - BE AT HAM B
DUR 52 3R B I ER AR ORI LA SR BE S 72 - ot
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Hh > AR ERE AR EE M - KRR
EERERER - @8 HATiZ AR R
A BB ST T 5 5 O B R B i &+ DU
WEEEIRE - (HTI e R - S M et e
W E TR BB IR P HEE
IRTETEFIR AT - R > HEBG(ERBEHIhAR
SRS o KL - RERWTZEHERE — D B
—BR A B - DS B ThRER eSS -
Sl B BR AT B 8 R A AE 18 1 o o R
APt DU R PR A 2 01 58 J gk
7 -

(D)% (F—)
Armani % A M 46 % FE BE IR 9K 18
PE B A B RY RR (B R BR DB B R <45 mL/
min/1.73 m?) » T HIH3 M ANEE - &«
BB IR - BERE B s BRI A R E b
( fructooligosaccharide; FOS 12 %/ K 5
A0) HRHRH LR (XFHE 12
e/ R) s HERBHIMIK P p-CSEHRT
[ 5 2% (55.4+£38.1 Vs 43.1£32.4 0.07 mg/L, p
value=0.07) » I FHY 1S AVEH Tk (6.3 +£4.4
Vs 6.41+4.2 mg/L, p value=0.91) - H %% % 5 8
IL-6 (3.4%£2.1 Vs 2.6%1.4 pg/mL, p value=0.04)
HEEN TR S—R/RIBBCRP (1.11£2.76
Vs 0.40%0.42 mg/dL, p value=0.59) % 5 HHEE =
FHYTNEE - I HBBIERRIR S M B R
RN R D REZ HHIR R - f5 T REPER » iRE
TREFN R The © -
5 Tayebi-Khosroshahi ¢ A § ¥} 32 {7 CKD
55 3 HHEES 4 AR RS - BEAE 5 OB B RH AL
HefHAS 16 A BEEEHHAS T AL SPEREEE (lactulose
syrup, 30mM, 3 X/ K ) IkH/GH » n[&HEE
B kH Ay I v HLRR BT /G % 28 E 8 MR
(3.90+£1.43 to 3.60 £ 1.44, p=0.003) » B FEFHAIHL
FERT A = 2%y L7+ (3.87£2.08 to 4.11£1.99,
p=0.03) « FEZEMESHr A > ] DLFE R B B
Bi fidobacterial 1 Lactobacilli Y 8 & » fH ¥ ;A
HIRMHEHRAEEZEN LA (3002 p=0.01 I
p=0.04) o Ktk - EERIRHARATT - BRATdGE

BIDIRE » E IS A A A B T

(=) &EE (k—)

Rossi & A FT # SYNERGY (SYNbiotics
Easing Renal failure by Improve Gut microbiology)
wAE (Gt EREESETT) WEE - &
M2 X et iy batk - H5 ~ L RIF R IR
B 52 - H th 31 4 %y CKD (B i BK 8 78 2R £
10-30ml/ ml/min per 1.73 m?) 4 K& M7 B AT
6 EM S A EIGHR - BB RS « =
AT RARBIRE ~ =0 T B AR 2L
(fructo-oligosaccharides, high-molecular weight
inulin, and galacto-oligosaccharides) * %% 2 B 5y
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Chronic Kidney Disease (CKD) is a progressive disease with a high incidence of complications and
mortality. Cardiovascular disease (CVD) is one of the primary causes of morbidity and mortality in CKD patients.
CKD disrupts the gut microbiota, leading to imbalances in its composition and quantity, and altering intestinal
metabolic functions. Excessive gut-derived uremic toxins damage the intestinal tight junctions, triggering systemic
inflammatory responses that contribute to CVD. Conversely, abnormal gut microbiota, through increased oxidative
stress and inflammation, further impairs kidney function, creating a vicious cycle in the gut-kidney axis. Therefore,
providing appropriate probiotics and prebiotics can improve gut microbiota health, enhancing kidney protection
and preventing CKD progression. This review aims to explore the interplay between gut microbiota dysbiosis and
CKD, and the role of probiotics and prebiotics in slowing kidney deterioration, offering a new adjunctive therapeutic

strategy for CKD.



