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ABSTRACT: Chronic kidney disease( CKD) is a major disease that seriously endangers human health and life, with high morbidity
and mortality. It is an urgent problem to find effective treatment methods to control the development. many studies have found that
intestinal flora and its metabolites are closely related to the occurrence and development of CKD. Curcumin( CUR) have been shown to
be effective in acute kidney injury and CKD. However, CUR has extremely low bioavailability after oral administration and absorption,
and the material basis and process mechanism of its pharmacological effects have been controversial. In recent years, the regulatory
effect of CUR on intestinal microecology has been extensively studied. It has been reported that high concentrations of CUR exist in the
gastrointestinal tract after oral administration, which may mainly play a direct regulatory role in the gastrointestinal tract. Furthermore,
a newly proposed theory suggests that CUR may exert its renal protective effects indirectly by affecting the “gut-kidney axis”. There-
fore, this review will mainly discuss the close relationship between gut microbiota and its metabolites with CKD, and the therapeutic
strategies of CUR targeting gut microbiota to improve CKD, including regulating the composition of gut microbiota, protecting the intes-

tinal mucosal barrier, regulating intestinal inflammatory signal transduction, increasing the content of short-chain fatty acids( SCFAs) ,
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and enhancing of gut microbiota-mediated biotransformation of CUR. The future prospect is assessed by us that the metabolites of CUR

and microorganisms can beneficially delay the onset and progression of CKD by targeting the intestinal flora and propose the unresolved

scientific issues in this area.

KEY WORDS: curcumin; chronic kidney disease; gut microbiota; metabolic product; therapeutic strategy
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Jo 3 53 A A0 AR, T B A T I G A WU RE R A 45z
PR o HRT B CUR A CKD P iRay7 BT 5 IEAE
AWRA . 1L LA S YR, CUR B HGE W] LI
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FREBA, Wi FT 3 B} ( Enterobacteriaceae ) ) 451 I A i 384
It U, CKD WS b B 5 1 12 2R R 00 W B
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Alistipes ihumii ZERFFRE CAG_120 3HANERIE  WATE)E
J& CAG_S1 EIHFFII)E 20_3
FYEIEE R (LN) - ZERET90A 138 ) LN (BE R 1128201 ] JERER TSR T U [32]
5 PSR LN /)N SR Ja R R
il (AR 15 BRTAT
16 B RGEHAFIRAE B TR B R / (33]
WEVERGEMELL BRI (NZBWEL) [T AUFFIAT T VTR BT | SRR [34]
VB B SR TR FENRAT AR
Ja& - IR R - AT I R BORZF 1
B
B6SKG &R PR H JFFE S35 22K Bl XUHAT R 5 R [35]
[P I 8 B P [T ARAFAET ] IR '] JEERETR ] [36]
J& S DR HTE BRI TR J& BRGNP A B R ERREEE AR
FREEE ] 5. B
SRS HTALAE 290 A SRS HERRAE 1T AR ET] I JERER] [37]
=yl J& R | J& BRI
THALEEBR AL _incertae_sedis
TR I TV 1B R UK R '] SRR ] I AU ) (38]
B AR AU SR
XUHAT R
J& IR R -9
FRBRNAE R HEPERWLINE IRIRIAE PR JSERELA J S0P oa T i EU A J& AUAT TR K AU T IR T  Kneothrix JF B BRI [39]
& - RRTER R J& SRS T
et CSTBL/6j /Mg PRI IAE BT 1)< BRI ) TR AT ) MRIEMR ] [T AUFFIETT [40]

Hom

Bl BRI LIE R RO RF
B < JBUBRAI T Wt v e ST T e SR
FUAFBR A R

B ER AR
J& TR EERTE UCG 013 SERRTE R

HEE R TgAN KU AR OG . AR B2, B AT 1 )& ( Parabacte-
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KEH DKD Al , B 7 T8 A W RE 2240 1k S 3 1, S0 7
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A2 AR A0 P A A0 0 SR 5 R o IR WIS AR K B Ag-
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(8RS A T LR 1 28 B0 6 T BT J7 5 . Song 25 il
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HE 10 FH Sk P 2 AT AR S 014 SLE BRI T 16 4~
RPN T HE— 20 R A% o B B 42 T (ex-
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P 1M Roseburia intestilis F13% [ 2% 4F # ( Faecalibacterium _
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FE R ] ( Proteobacteria) 3 il , {H Firmicutes 18’V . 7EJ& /K F-
b B GHEA BT ( Megamonas ) | BT 3¢ 5 15 ( Akkerman-
sia) LA e SCFAs (% K @ ( Roseburia ) 3 HF & ( Fu-
sobacterium) Fl Lachnospira 7K -1 F CKD F IMN %, i
FIFFH ( Parabacteroides ) 7£ CKD F1 IMN & 2 v BH g 3% 111,
Providencia F1 Myroides | 7E IMN £ 3 8 %36 %' . Zhang
2070 Meta 40 745 582 221 Proteobacteria [ 5 2 1 Lachno-
spira [ #E % 7T GBS IMN A8 38 I 38 SU2k W R 8032 1) DG B R
fiE, ATREAE IMN (19 S AL h A3 F 2R L A 820 IMN 2
W VAT B BE AN 0 5 . Guan 2578 5@ gy B & MRS IR
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tridiales ) F{AH XF = BE 3111, 2 7 B ( Clostridiaceae ) S — Fi1 1|
R EPAE 20 TR , 5 5 e 52 TE R G, 1| o) A B TS W T
@K F b, R IR B RS9 ( Prevotella-9 ) | XU FF T B}
( Bifidobacteriaceae ) Fll Akkermansia 2545 25 F K o B IR
12 1ML 4 '8 9 ( hyperuricemic nephropathy , HN ) Jg& 15 bR i IfiLAE
(hyperuricemia, HUA ) % UL i Il JR I A, HUA S8 B HE
BRI, (e W R 2 ek s, ZEBR A B AR T T
JERAR . A HN /N USRS i 2 BRH 6F = 35 8 48 1 0 2 BK
P& ( Staphylococcus ) 5 HN £F 4 b £E ) b7 35 ¥ ( TGF-B,
Fibronectin, Collagen T) LLEAERY . AR — T g AT
W ( Enterobacter) W& KT 1 ( Helicobacter ) F1 i i 9K 1 ( Desulfo-
vibrio) 7£ HN /N BB & 5 . Enterobacter & & JR 2% i, 7
KSR R AR R AL 15 T W RAE R BRI
P BRI A I i - €8 20 R A A 1 R B 7 2R 15[ D
BRI A =

2 FrEE R 518 1 B B AR B X BX

[ R A T AR ) 5 CKD % U1 AR G, 52 i &
CKD Yy HESR AN o [l 98 5E FI_b B J5 B A0 R 5 B 3
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PAEESE i, TR BE R 5 0T 8 0 AT AT A
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TMAO = SR P8 T 5 & NH G A i Tk 1E 6l 0 2 i P 9811
JREEL , 3 6 ) 5 1 S w8 45 W b i M TR RE A O = T
(methylamine , TMA) , 4R J& 76 T v i 18 5 28 R B4 AL B 3
(flavin-containing monooxygenase 3, FMO3) 4 1k 7= AT
Bt TMA AL ZE R R UL T 25 v Firmicutes T (1% PEIR
BRI ZE AT ( Clostridia ) Fi Proteobacteria "I [ 3 4 R 4
54T F} ( Enterobacteriaceae) **7 . SEAE S IHFFT % B TMAO
55 CKD Z [ AFAERE 2R, TMAO s AR AH G ZhRE T
Wi RE , O3 | B 7 A 200 i % A Ay WL RU 2T 4k 200 ML, 418 i3 &7
He kit R ﬁiﬁﬁﬁi%ﬁ}?%ﬂﬁﬁi TMAO & CKD ffj—
FETER AP hr ks

ﬁﬁkﬂ,ﬂfn_%ﬁli%ﬁ T TMAO JE 8 7E CKD & E
FE R AL NG RAH SRR RLIR G R . —THZH A 521 5] CKD
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AR S 3R, IF-5 SMAD3 {6 R A6 3 47 56 Tﬁ?
H?”E”?WTE'FE’J CKD FiRIHr, TMAO fig 3t CKD BIBLH AT BE-5 3
I NF-xB {5538 B, 3 g /NE b Bz 20 19 (tubular epithelial
cell TEC) Hft 48 i 3 [H 9 2 15 47 5610, 55 — 300 BF 5% 3% 9
TMAO G5 3% DKD JCBUFIE NOD 52 R A B 24544 S8k
FHE H 3(NOD-Like receptor protein, NLRP3) , #E i st F it
42 1B (interleukin-1B8, IL-1B) Fll 441 2 -18 (interleukin-
18, TL-18) gk , M EEL 5 U 48 AT A4k . B ol o7
W5 T TMAO X B I L, 76 20 B 5256 TMAO ik
HK-2 20 A S R AR A J52 190 34 ( protein kinase R-like
endoplasmic reticulum kinase , PERK/ROS) 3@ % , 158 & 25 47 3=
BRI RERRAG AT AL, 38 e 75 5 W A O T A SAE SN AN
R R SRAE BT B [l SOk PERKS Akt/
mTOR i NLRP3 FIKA IR S M N 2R 2 11 /K Ak -1
(cysteinyl aspartate specific proteinase , caspase-1) ¥J45 TMAO

T [ 22 2k 2025 4 4 F 47 60 %55 7 1)



XF B AT AEAN B 2F 4E AL AR ] . PERK J2 X5t TMAO T 7E
FFE AL, PERK JUERIBD TMAO A 14 5 SR 11 7 77 A T
LT AEANMLA I FERRIRAT AT P NLRP3 (98 (18
2.2 ERBRARHY

R RIE NIRRT 105 B R B R, IR I M 3l A
HEE Y TR e T BN IDE A AW /0N 5251505 s e /B :
WM 2 A E AR R 7 A R IR R (kynurenine , KYN) |
TAA FI IS S Z RS, X LEARIHMPITE CKD HroK-F-3gm, af
b o L 3 O VLR AR R . — T A B F 5
Bl KYN 5 (0212 LU (6 (KTR) 5 ESRD XUK: 5 1EAH G, (A
fi2-KYN SRR ) R AT BE 5 DM 83 BT 1R D RE R 2k
A, I e Bt — WA KYN % 53 i B R
VRAGIR 5y ST e 220k DKD' 18 =2 W AR 9 B 258
J B NF-kB \pS3 FETVE B0 A 40 157 1 24 ( plasmino-
gen activator inhibitor type 1,PAI-1) 5545, H'E P 40
a1 ZEF 43 1 (intercell adhesion molecule 1,ICAM-1) {55
i, TSR B /N 1] A3 e A 9F 5 B0 05 T Al
B BRE M 45/ 38 1 (ransmembrane and immunoglobulin do-
main-containing 1, TMIGD1 ) 7£ A [6] i) CKD 451 54 A3 45 47 5 /)N
B2 IR, AR, IS 1 KYN H] CCAAT 35 145 4
% 1 B ( CCAAT enhancer-binding protein B, C/EBP B)-
TMIGD1 %1, 453 B /1N A0 A7 08 - ok ' Sh R T R

J3—J5 i, @ R A Y TE AR AR S IE AR 5 0 e A2 1k
(aryl hydrocarbon receptor, AhR) F1 242 % X 5% {4 ( pregnane X
receptor, PXR) MR o AHR Jt—Fl i 45 4 Py Z i
AR P MR HE - PR - R T e 3 R -, 2 0 S IR A 0 5 O 4 1Y
FEZZ —, 1S HKYN @ i3 #0% AHR {5515 551 & f
T B R o SR, AHR SZ4RHE I 19 %5 CKD (141 1]
W RN . G BRI Y 2-(1H-W5| W3- B L ) -
4-19E W $8 152 1 [ methyl 2-( 1H-indole-3-carbonyl ) -1, 3-thia-
zole-4-carboxylate , ITE] A1 6 FH gk KL mg| Wk - [ 3, 2-b | Mz mk (6-
formylindolo[ 3,2-b ] carbazole , FICZ) £}y AHR A Bt {4 GE 411
TGF-B1 i FH Collagen T %45, T AEZZ LT 4EAL ™ . S5 A0
PEM AR, AHR 5530 8% 14 05 Bl AR #F O IE 2T 4 4k 19 &
J&'™ . AHR A[fig/& CKD fWs£eiA )7 # 5, (HRTHE I AHR
1E CKD HrigVE AL, A 25 1 2 B A~ P11E >y AHR
FCAAR AT CKD AR ZS T 4 i 38 T8 1 25 0L, e 28 503 ' U 2
Ao PXR Ay AR S50 0 £ 25 i o A Y — i
Y w4 R (indolacrylic acid, TA) Mg|WE
3-P4& (indole 3-propionic acid, IPA) J& PXR 1) = Z K, &
TS PXR LS 38 g S e B MEIF R S R i ™ g
HGE PXR AT LTS /)N Bl AKE, Herp gL 7 B 2] PXR 0
PI3K/AKT J BN i v TECs J§ 1= FN4E 0] Aldo-keto i 51
ZFJE 1 i 5t B7 ( Aldo-keto reductase family 1 member B7,
AKRIBY) B R (R DI ™7 o SRl (49 TE 4% 42 91, PXR 2%
it T4 fL it i 5 TECs % N 19 pS3 AH ELAE AT, DA 10 7
Wnt7a/ B R I 530 ™
2.3 4% A H % (branched chain amino acid, BCAA)

PIE 222k 2025 4F 4 H 5 60 45 7

SERR S EIR TR ) BCAA 2 NAA T &
HEIR 30 IR R A el i T R R TR A
BCAAs 2 5VF Z 1B WY iR/ & BUER, Hoh ) K
FFE ( Escherichia coli) Fl1 4y 24 R #2 B ( Corynebacterium glu-
tamicum ) fIFFE IR )12 BCAA A Ay #46 BR A 1 v (1]
WHMES 2 F R EZR, X R @R E eEZE, Ik,
BCAA 73 i AR S BE R 5 AR A0 T R UL, FLAEA, 5 i
5% F 1R %% #% B ( branched-chain amino acid transaminase,
BCAT) ¥ 2L E i 5 WA AR KL AR F L Fh iR, 2
PEER ERA A o BRI, Gk A BCAA 58 3 {2 iF 1 /NER
RGN IS, 4G AE 0% 2R I8 240 O 4 00 ) 248 JH A1 2 5T ( extra
cellular matrix, ECM) YU B2 5 ¥ £F AL ALAR . WF 55 i
DKD S 9 2E AR Y b BCAA (A 475 45 24 1R 11 57 5
12 ) (7K TR 9 A AR I B RUK O 25 e . X T e
BCAA fi¢ it i AT, 01 550 DKD B9 & JE A ™ . Jili
By RARBTE A RN BCAAs 197 A 322 th 3 7 IR [T ( Prevo-
tella copri) A1 38 AT B ( B. vulgatus) 1A ™ o I,
BCAA BB 2 AT REXS B i B A B M 4F F o 5 % B0 ) 38
BCAA F3-fg AR T LA 55 W75 5 AKT, 355 300 ) VB J0E v i)
BRAREPE NS BT A TR ANIBE T A ™. BCAA R
FAAEIE B 19 53— R HLEI S BCAA JE IR i 33k ik 5
BLRLIRIFIR AT ATP A= i /b, DT 98020 40 L B A U5 - fin
il TECs F9 22 40 A R T 0 SR T 7648 1 B 5 08 00, 13K
BCAA FIJJLEA i 45 R 35 1 W1 R ™ o #h 8 BCAA A
At 28 R v o R vE I S0 19) aM  S  A BR R E AL, A4
PR (1 0P S PRI 7 3%, SEJE CKD e ™
Kt , BCAA TEA P I35 AR 5 2 8] 6 20 OR 3511687 , AR
FArxt T CKD 2 TEMfE R F % .

2.4 SCFAs

SCFAs JZ48 /0T 6 Mk JE 7 B EE R A IR , 5
HECRER NIRRT IR . AEvE8 285 AR B AP vE
YAERE B 2 e X LTS 1k, 16 25 1 b oA W kR AR
SCFAs™ (22 5 SCFAs F= A [ 40 AN 2 = BEA Roseburia spp .
TERER B ( Butyricicoccus spp ) . % $i 82 1 ( Faecalibacterium
prausnitzii) AUFT H J& ( Bacterioides spp ) A1 3 ¥ 1 & o]
SCFAs HA M AR DI RE , 1] B 55 2R HIRAT A8 15 S g8 R A
LR AR AR . AR RN FE SCFAs 1] g
2R 2B PR ESH , £ 45 CKD(DKD, ESRD ) F14% i J5 [A]
YESR AKT, T i 70 VAL, 1 R R R R 531
BRI SR R BUKE SR B B

SCFAs 72 415543 F159 G H FHB K Z K 41 ( G-protein
coupled receptordl, GPR41) . G & [ {1 B 57 {A 43 ( G-protein
coupled receptord3 , GPR43) .G & [ {H % 5214 109 A ( G-protein
coupled receptorl09A , GPR109A ) 55 1 i £H 25 B 2= £ Bk b 1
(histone deacetylase, HDACs) 2541 . [ P & 45 19 40 B4 3%
BT B ( Faecalibacterium prausnitzii , F. prausnitzii) 2 ] BREh
FEgpEElY R prausnitzii 18 17 5 T B2 Eh-GPR43 (55
1% 5 90 i A A W ) 45 B OR3P JH L SE 9% CKD 1y ik
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JE, PIERER T if GPRAT I GPRA3 I A2 it IS 175 5 1
W IhAEFEIR ) . SCFAs BICHE 1 T 4 AF 9450 ) 53 — A AL
SR D B INE P S A L )RR R R AR A B AR
WA SR e Z A Toll HEZ 44 (TLR2) A1 TLR4 (93215 , 1%
FRIAL T GPR SZ XS FL M4 M i 157 o [l id, SCFAs HAT
PUE LR 4EACAE T, SEZE DKD 7] ESRD & J5& , HATL 25 K4 o
TGF-B i #% % , HDAC I M F0 s 2 248 M A0 18 45 2 11 i e
(extracellular regulated protein kinases, ERK) [ iRk .

HDACs K & 2 4~ i fi ( HDAC9 . HDAC3 ., HDAC6 #iI
HDACS) 5B e Z [0 B VI R , e LT dE L ' i b @
# i, HDACs figif TECs 2F4E(L AL G2/M B4 i
Wis=ny Per 4k E Klotho (5% -l FI R X L BEAL
R UL 15 4L 8 B A Smad3 5K #i1E £F 2k 1K 2 R AR
SN W B LT EME SR A E T, B HDAGs 3% 74
HuSZEING]™ o SCFAs it 4 1 (HHKAES H 11 SLCSAS A
RPN SGS S R AN , 358 S 10 ) HDAC 7EH
FHM AL 495, IR (valproic acid, VPA) i it 4 &
HDAC J& PR 4 o3 A Sl =, e — R B AR PE Y HDAC
AR BRTTHGE VPA 5 SRLT L A e A S IR 1Y B3
R B TR A B U ) e A R B R
PRANE 15 M VPA B3R 4E A0 115 2 WAk 4Lk
I H3 {25 ECM 8 R 3 7 A9 & 46 A O, 8 5 81 98 4 (0 J5T
T ECM 2 (S 3l 15 oAt B/ IV M R eF e 4k it
SN, JEREFIE AL I 38t 2 SCFAs w35 B Ik e s 1) T 2 IR 2%
SCFAs jE i HDAC 52 E F NF-kB LUK L N iR 58 40
TR IR RE R A 570 o SR, ik 1 SCFAs &7 & 14
PR I SR, 51 5 B UK RV 03 o o s g e k2
AR AR A e s N TG T 2 P ok B 1Y) SCFAs, &
ARG B NP e 2 5 A 14 ) 5 1]

2.5 JE i # (bile acids,BAs)

BAs f&—Fl 5 1 1 B B BEAC 9. LA Bacterioides spp
Firmicutes FRZR F ] (Actinobacteria) X35 1) 17 18 17 B 18
3o B & i A1 R T 8 7K 7% i (bile salt hydrolases, BSHs ) 7k
i, AP WE T IR BAs RIS gk BAs N AR
T3> R 4 RO TR Jr 2K 28 5L R H 2R A Bk 1R 119 25 (G
VA O [ Az O 118 I 5 B A 8 A 22 1) S A Ak o 4 - )
ZENEIT IR IE R ( cholic acid, CA) 1§ 2= 42 JIH % ( chenodeoxy-
cholic acid, CDCA ) 7E 738 B HH 48 Ta-WiE 32 364k, A2 AR
it e B 0 U AR JIE T R B 40 BR ((deoxycholic acid,
DCA) Fi145 E 2 (lithocholic acid, LCA) ™)

BAs AT L35 B J0E o i i T 4, F 5T 3=
DKD & 4EHF 2.8 mmol - L' LU EAY I BAs KF-4 FlF
B B HIETUS , 2 2% ESRD (9 % ™ . BAs 1y i M4 B0
i 2 AR JE i X A% 4A (famesoid X receptor, FXR) i G
& AH T R B EE 52 {4 5 (takeda G protein-coupled receptor 5,
TGRS) , 15 JBE A= SAGENG h A B MR E " . BAs
R FXR A1 TGR 2385 2 (1 BRI T By 2 40 H
13 FREY TR AN /N ) BT 2T AL, TR FA YT DKD FIIE e
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AL RG Y & 42 FXR F0 TGR 4E FTF CKD By HLHI 35 &
4 SR RS BT AMPK-SIRTI-PGC-1 -SIRT3-ERR-ot {2 5+
GRIGRVEATZORLAR D) BE R A s S0 B A NF-wB A2 AM i 5
I, T HE R M2 B AN Y 25 s R A B R A P 7
20 # i ( eukaryotic initiation factor-2e, EIF2a) BY#EER AL, 11
O 5 R 5 0 P O O B e
SR, BAs e B3 B0 B A 2 — i F . 24 BAs
FAPERG A 4> 5 BAs JHERIR BESE N, 35 ot TECs 38 48 T3 414K
HE I R ¥4 32 25 1 (apical sodium-dependent bile acid trans-
porter, ASBT) T W U JF 55 4 BAs, 335 TECs #5046 B0 20
JRFET-FNE /NERFE i, TE 15 I 7 B2 ' 55 ( cholemic nephropa-
thy,CN) "™ B ASBT 4b, T4 2 55 B T 3 (interferon reg-
ulatory factor 3,1PF3) @ B2 L BLF- 2147 CN A9 — a4
25 TRF3 s /1N B B 4040 2 2k A i
2.6 HURFEFE

HBTIR ¢ E 75 R (pCS) X H i 4 4 18 R ( p-cresol
glucuronid , pCG ) F i B2 4 fig ( phenyl sulfate, PS) & H1 7 1B 1
AP R 1Y, 2 S R AL Clostridiaceae
%3k R Bl ( Enterococcaceae ) | Bacteroidaceae | Bifidobacteriaceae
FH % BR AR (Staphylococcaceae) %61 fig i , Ak i 3¢
th pCS Fl pCG /KB CKD 4 3 e B B i 1 m, s 96 A T
B /BRI o 5T B BN X AR 1 5T PR B R TE IR
FHRU SRR, pCS Al pCG FHLER B MR 3 2 1 (mul-
tidrug resistance protein 4 , MRP4 ) F1 3|, i 4 it 25 3 5 ( breast
cancer resistance protein, BCRP) I fE , —EHIE R N IR T
RKEM . 5 pCG AL, pCS 78 S A8 5 A HI DL T
3G, pCS Xt TECs HA LI T-AfE &4 . CKD fit
FRPIH pCS A A /K F A B 135 /K F I 8 5 F pCGH
JIRIENA I G 0 2% B A A ESRD i3l £ 2k 9 1948 S 1 pCS
PR B PR AT ™, PS 55 DKD
HEBNEKR, PS/KT-RiE DM 1y Mg m, 755 2 408
PAGFIEEE IR, WTAE S DKD B2 W i AR 35 9 A e X
W R D7, A R A 0 B R AT B
JRFR (hippuric acid, HA ) J2 fiz i S I8 14 75 —Fl i 1 25 6 IR 75
RERER o PRI 3R L2 3O G J5 R i il i A 2R AR
A ORI S H AR, BT 45 A HAY . HA /953
— b A R A M R A AR A T R
HA YRR CKD 83 BB VARG, 5 2 18 2 2 B ik
PRI EEAKT, FFFE R I HA AT RESE 5 0 1 1 4 (re-
active oxygen species, ROS) 415 TGF-B/SMAD {5 5 FI % IR
NRF2 3K 5l (4 4t 46016 58 77 , A2 i %0 Ak 38 JiR 2k i Fn CKD &
LFoefe ™,

3 CUR #B[a B8 B BHA 17 1814 B B A s Y 3R G

CUR 2 —Rh KRR Z L 1, BAT P02 BTG P4 A0 2F
RALHIRITIE ). BAR CUR (4 S A YR EE# 2 B0
MeJe 2 AR ik BEATAE T B i . X AR K W] CUR X 7
TR A AR, S R E W E L 2R AR
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BRI . B A1 B A2, CUR 5 Jig 3 B F 119 56 2R 2 A 1
(9, i TE TR A W B O fE B CUR 25 B 1 05 1 285G T
%, CUR S i B R A CUR AT A W06 4k, 7 A

IR TR R B A X S i PR e 3 H R
SRR G W G BR . W3 TR A O CUR R 9138 7T
CKD iy B i 10 SR UL 2.

PN
:" ‘FEMM")T gL REAVIEL 2]

GO = QN A

o RFIHE

Jia 388 40 T T 2L PP

LZCEE S

{

\
\ N7
\ R \

\

2 %% % (CUR)xf CKD 73 1 # 9 15 HL |

3.1 CUR HA T
oty

CKD fy kAR 11 b 2 1 38 Ak W) B 1) 2 iy, CUR 7]
LA 02 AT 4 1 ) o B AR D A0 A 7 T R SR R 1Y il
e | Firmicutes 1 Bacteroidetes 2 Fh A HBE 1] o 18 &
HEEE 90% LA L 2 HAT AR P05 T8 AR WU RE, 7
1 128 A S W B 2 i — AN BB AR L
Z# % (tetrahydrocurcumin, THC) J& CUR 1) £ E A =4,
15 DM A5 84 v JE 52 THC [ fIC = B2 LU AR ()5 BE B/ PUFT 747
(F/B) By Lufs], I H. THC W] G X i 3 & B A B He R e 1,
S 95 o 5 88 2 B -1 C lucagon-Tike. peptide-1
GLP-1) [ 2 35 1T 1] 432 A AV ot 375 A 8 0 /7200 L TR M, £
AR Z AL i B CUR [AI F/B A LR A2 3 R
1) Desulfovibrio [ AHRT B2, ZWF TN CUR BRI R 4K
FUAT B o 8 o AL A

hE 255 24 k5 2025 4 4 H 55 60 B4 7 1

AN AR AR AP EEW

LZC1: ST

- z.n

X R L

H LR 15 ‘

e A
RIE 4

Bifidobacterium F1 Lactobacillus J& 7N A 15 1 , B A Hit
9o ISR GIE BATAALTEYE ™ o BFFE & BL CUR ik 3 i
Bifidobacterium 1 Lactobacillus W45t VA M I /> Coriobactera-
les . Prevotellaceae I ¥R B Enterococci F1#F & Enterobacteria
A AT R, S0 IS T A A RO M R R L
B CUR W& FEAMFTHI A Bifidobacterium F1 Lactobacillus iX
A o G W i AR R R AL T A R A BR £ AR TR o 4 o
ROS FRPEANM R T, LA SCFAs 17 AR (e fr 47
YERL B B TRCE LA R, X0 T8 CKD B E LA &
AR A R, 5 — 33T CUR R R IR 36 45
BR AR DK B S REIRITH CKD B AH L, #h 58 CUR
3 /\)EJ J& Firmicutes 1% 3 3 A i &A% , Bacteroidetes Fi{#H X} 3=
JE W, M HANE CUR6 A~ H J5 , CKD &8 2 7 8 WY
o ZAEIE R SRR AR 38 % fEITTKF |k,
A ER ES T W FEFRAC, B CUR JRY7 I ]I EE K, A 45
- 687 -«
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Lactobacillaceae spp. 15 i 2N | Zeng 251" i 5% i
7N AER CUR AR LR RGN K OB X 17 18 B A AT TR A
FH, XN A 255 AR F/B 8 b ), [F) B 4 o i B B
Bifidobacterium “EFE3E T, XuZg! ™ W HN K [ s 18 1
RELL R ZE AL, 255 R G HAE CUR TS , Firmicutes
H B E 380, T Proteobacteria . ES F1 Bacterioides spp. % HHH
R, R T 77 42 SCFAs B Lactobacillus F1 Rumino-
coccaceae [ARXT L, A S MR RL K IR SE B AfF 58 CUR
JA45 CKD Ji7 i B 1 R 8D, (HAH SC U TIE 45 2 R
CUR A 1775 i 18 18 76 7 65 BB /1697 2 Fh g1 R G
999, TR /NG TEAE 8 CKD # Je b HoA B AR FTVE 0 AdE o
JFIXIERS
3.2 CUR %3t 2 B b 3G 08 1 45 6 i 1%

1774 5 J3#: % (intestinal mucosal barrier, IMB) Hi 24 2
AR b B R b R[] B 3 e A N, R IR 4 PR 1 5 —
B2k, BAT SR PEPE MR WO 77 RPN LR 3 R AL IE T
AREPIRE™ . Song i3 CUR f47 IMB fy 1 il /2 it it
aeg 2R B B B BR B¥-1 ( mitogen-activated protein kinase
phosphatase-1, MKP-1) % 2 fk F1 41l ] NF-«B 1§ 1& % BH 1B
p38 MAPK A+ SR MG EE ™ . Bl B0, Tl
BEZK AN CKD 97 [) TBM 3y B 52 5 5 301 308 8 575 1 14  fee
W NTFER G AL, 51 A N RE 2R AR A M 4 B RAE,
S CKD foit e

Z0-1 ,occludin il claudin-1 JE T M B EREA , BN
(8 D RE A AR b B A0 AR 9801 Ji 3 s )
P, U0 T R G T AN ) 2o g BE N DN BB R k2
B KK T WA 1T RS 3500 F 50 7 I 30 5
WFIE & I 32 45/ B B 1 17 325 S v, 55 1) S0 i B T 0 6
i it , 1o A0 B 0 AN B, e 4 i =2 D 7 8 8 3 e P AT
1M CUR Kb 3815 AT 2 g 18 56 48, Ho v b S i B 3d 2ok
$&55 20-1 Fl occludin (AR 2 1K 7K T > i 3t L 1 18 o %
RS . Xu T BESE R B CUR R4 2 i 36
RGBSR, TR, CUR 5 77) 5 (RO 15 fin 2
AL occludin , claudin , ZO-1 1 E-£57 85 1 B FH IR 15,
TR AL 1L-6 p-STAT3 P AT NS5 R4 3R
5, Tian %1 HEE CUR FAk B o 38 G 1 P69 90 02 453 193
o 2o e B 1) 2 ) L AIE S CUR GRS M b e 25ty A2 0t
TEH 7 PE RIS LA S 58 201 2 1 3RB R AR 47 i 18 5 52 ik
TR , SRS T REFR 43 U5 R T 90 ) T Jbss SR A8
¥ o TNF-0) #I5G3& A% o o T 6Pk 9 BRI (intestinal alkaline
phosphatase , TAP) f1 73 b K¢ 40 Jifd 73 5 2 1 1, & — Fh g rp A
PMENEER LPS i Ry . BFFE R W], 1R CUR 7]
Hm TAP R B R R A 1 R, BEARIEER LPS JKF-, AT
FLHAE] CUR X 38 B B iy 5 4 1 o £ b Sk,
CUR TEAR I i T8 5t B D RE D7 T O/ MELAS DG TE o
3.3 CIRIATHERERETH T

o 3 TR R R VR T G2 3 i T8 A, #E 1T 2 5 CKD i ¢
SEAT , JAE RN L% CKD 4 K R it Bt Zhan 267
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F i B8R BEBLAL 43 BT i TE A RF 5 CKD PRI C R, R 3
Negativicutes  Eisenbergiella F1 Selenomonadales 7£ CKD A B
W, B CRP BIEMIC, X R SIE AR W T 7™ AE 5 i
PRE OGS TR, FE 2Ry LIPS W 45 fiy 18 3 375 M L) AR ik
SAE RN T IRAT EEFUAE L (UUO) /N BRUBE RS v 2
R KIpIE A 5 A 2R R 53 W A PE R TL-1B 116 |
REAN L 4 K 0 3 R (GM-CSE) | B Wi 4l Jifg 4 28 1
(MIP-1B) \TNF-o Bl i /b, FC I R @& Bt A R A il i b e 40
it MyD88 fi5 S ad i . S Ah—TRF S & BH 1S i Tl 4
i, HIG A LA COX-2 fHE % 2R Al Bax (93K, {4 5h
RS UESE 1S 390 T M6 i i 240 i %) 41 44 AR 8 R 2 1A
e 3 & STAN

CUR fEh—F Z W R0 & W, BA W 18 ST /AR
o WFE &I IR CUR AT D 4% i P 3 48 E 7 WL S R 3,
Bangs K B S LA AL 75 T 5 CUR il caspase-3
Il MAPK/NF-kB/STAT3 347 I 2 7 108 40 L 04 1 2% 3 A A
IS Gan % (B JE W] CUR i d T 9 b P9 TLR4
I 5K 3] IL-18 TNF-o BT LA B3 n S e R 2 11
1873 D R U4 i T A RE, 1 9 W JE S D RE . IR R M,
D’antongiovanniZg ' UBFSAESE 4 CUR M RRIRAY T
P R MR/ LA 25 I i S AL W (MPO) 11 TL-18 K-,
DA K TLR4 MyD88 #il NF-«B 2 ik, Ji 4% I i 48 4iE F1 48, 1L L
W, A IR I RE R o ASMIT ST & B CUR I 5 AL
DR LPS £ Sy THP-1 [ M40 04 S8 i S0, F-38 23 410 16l
M T M2 Ak 75 5388 B 00 ) 5 e 2 3 A6 kb, 2
5 S Y B 4 AR R IE S CUR B = oS R i
FAME ST A0 U 0 AR A B, AL 2 LPS F TMAO
A1) PIBK/Aky/NF-«B {5 5 B 2 £14MH 7 . Hitk, CUR
T T RAE S, A B TR CKD i) 2 B8 PERAE
3.4 CUR £ % SCFAs 4 &

SCFAs 7EJ8 2% CKD 3 Ji& v i A BILAE FI I A5 220 [ W
BRI AT S A0 A S P R W S AR e A
Mz, B FRM],7E CKD AREd W5 Bafen T
K, BB I ™= SCFAs TR B A0 T Mk — 20 s,
BEERE MR SRR IR RIEME . Es ik
Hi &3 CKD /ML= SCFAs 1Y Lactobacillus | B B2 T J& ( Oscil-
lospira) 7K SF-H, &A%, T Turicibacter F1 Allobaculum (1) 7K 3F- 3%
I, SECIAE RN RE8 Y [RIRE M, 75 IR 1 R (STZ) %
S DM /NP TE AR W 2H S R T B SCFAs ik B
IR, 5 BOK KR GLP-1 43 36 R B, AT i DKD Y
K

Cai %' ™" ({954 W] CUR REMRAL A SCFAs (L 1R N IR
AT R & &, ZHFE N CUR Gl % By SCFAs AH G
it T AN S R DA E IR BIGE R  E o % CUR i 2 UL 1)
YRR AT LA 4 Ak L ORR i 3 A AE , A2 i SCFAs (147
MR ARSI A M AR AT L IR, Sun 251 & B
CUR W44 i Y v 805 70 2 1k LG 52 4R 75 5 10 1 T Bl A 25 2R
TR/ R T BREL KT, TER KT W& 7™ T B2 14 J& ( Oscil-
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lospira ,Akkermansia Fll Allobaculum ) a ¥ InmiEm,. HE
R 25 A T 45 IR ) B 9T A BRI 4 SCFAs
SN, SCFAs E— 41 Sl 18 SDF-1/CXCR4 {5 58 %,
1642 it BB SE B VE ™ o BRI A BB B , A BF 5T
FHAAEFRBRTE B 1, CUR A iy 1SS/ BRI B AL 2 1o TR
K ES il Bacterioides spp 0354 JERIIN T 721 SCPAs Hy
M Lactobacillus #1 Ruminococcaceae FFH X} =F J& e o SR,
FIHATA 1L, % T CUR $25 CKD ARZSF SCFAs 7K F- R A7
ARSI, R EE4 1k CUR TS5 h ik T
AT A g AT, X S 2 B 7145 31 S R 4 AR I PR 1K
W) — B
3.5 Jpuw A CUR B9 £ 44 1L

TR CES] CUR 57 B G A YR 2 6] i AR LA E
X CUR AR AL A A A 18 I L 1 A0 A
AR b, BT A TE G A 7 AR B A I A 1 22 e i A
(A ZER R AP AR ERYE)  ERx
HAT SR R 45 3 CUR R E A > I
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