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Abstract

Diabetic nephropathy (DN) stands as a primary contributor to the global prevalence of chronic kid-
ney disease, distinguished by its elevated rates of morbidity and mortality. The intestinal microbi-
ota has a significant impact on human metabolism. Modern medical research indicates that dysbio-
sis of the gut microbiota and related metabolic disorders play a dominant role in the development
and treatment of DN through regulation of inflammation, glucose and lipid metabolism disorders,
hemodynamic abnormalities, and oxidative stress. Therefore, a deeper understanding of gut micro-
biota imbalance and related metabolic disorders helps explore new strategies for treating DN. Tra-
ditional Chinese medicine (TCM) is an important source for treating DN and can prevent and delay
the progression of DN by intervening in the gut microbiota. This article compiles and summarizes
the roles of gut microbiota in inflammation, glucose and lipid metabolism disorders, hemodynamic
abnormalities, and oxidative stress during the occurrence and development of DN, and analyzes and
summarizes how TCM treats DN by regulating the gut microbiota, aiming to provide a theoretical
basis for the integrated traditional Chinese and Western medicine treatment of DN.
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1. 5|15

B R 9 "5 93 (Diabetic nephropathy, DN)ZH# FRIp 5 2 i —F ™ SO E J R0, nTREE R IEEE, 5l
REARMNE DRER) 2E T, B2 S w8 &M EEEH, 46 50%KLRKEHE DN
g, A E2H 30%~50%1)8E PR 8 IEAE K JE N DN [1]. RS J1HEAT 51012 Wy I BH 6% PR B i
SRS RE RS, (ERR 2 A B T 2 A1, ATIRAEAE DN 2E R se v KU . BARAIE A R B0, i v A 7
BT R R A R iA TR R EEEA/ER . DN BB AR AN FIFE S 1 i 18 1 O 1, T ad ik b s
R Mmsh /7. AR AW, JOERM R DN PR E[2]. — /7, 75 DN JfEd, st
B>, BURMEIGE N, RO GE bR, SEERREARBUREE R, BUSSBEIERAE. Fik
NI YEAAR G B e R, IF ORI BRI 2860, A= B e 59— J7 i, B ESR i eT ae
B RYIAE P AR SR, armndat i BE gt Nl , Iz E R 2L, TR g3, WE 1 P,
I, RN TR RE AR YRR AR K AL B TR VAT DN B 3R .

2. BAiEEE L

Ji7 38 B B AR A E AR B N BT e, BFEEE . B WEESE . BART . FLER
PR MR KT RS DR P SRR T . e (O AT PR S5 FH . XA
5 NAEILEREA, RPN T N R 4E R 2 OC L I E A S AR AR A, N ARR]
NGB AR T RS, ROdREATE AR R R B RS ES) R IEEEEA .. fEEEE
BUR, BB R A AGER A B, ERES FR MR N T4 G TR SAE ORI I, BB/ i
NG W7 R (short chain fatty acids, SCFAs)5H ai b, i Ae (2 2E Fa4n i )38 58 7 A0 S B B B AE B R G 0 o
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Figure 1. Relationship between intestinal flora and diabetic kidney
damage

B 1. PpEEe SHERRE S ARG X R

W RFFIIERSZS, TR EARERIT BR R I i E S B RN, Pl B M B A ) o 1 3Rk
TR, Wi b R BRI AN DD BER IR, 5 5 S BN (I 208 1L B A A JOAE R R KRR Wi T
HEVEDN HOBTRT T A 10, 6 T IR ARBOR IO 7oA 2R . WHFC R, B e B 5 e e i
CARAUI & VIR <, dnBE R BRI B < IERE S O B P 55 (3] o

3. FpEEE SRR E R RS

DN (A ENURIELA AR S 4z i ], H R ZRFE RS R A E AR . BEETTREE— RN,
TE AR IAE DN A RNLE] T 5hE 7 — 2 ke, Bt kdl4]), mIER#ES S DN KRN T e
B S RS B B ROV S R, T TEAT I BRI LA [ SCFA BLAH ER NS 5
DN it —D kK .

3.1. AR IFE

B & - I %7K &K & Fi(renin-angiotensin system, RAS)/E Il K 4EFF 7 HIE EEAEH, e SRS
e, SCURE NS /1%, dEmass BT S8 DN K4 . DN B#H IHIEE B ATE N RAS B 2 147
TEE R R R, TR R VR BE 8 530 RAS /& DN R (1 < B K 2051 ACE- I & 5 5K 2 11 (Angll)-
ATIR F1 ACE2-Ang(1-7)-Mas #H3% G 2 B2 A /& RAS P& 8, —H KM 2 CKD K4, &
I EENLH . = BE TR Ang 11 AR, 57w B /NR B ILE ) DL SGRIEYE, R A -
(transforming growth factor, TGF-8)75 5 15 /NER R IR i 8 5 A i SR A 4E iR, 55 DN Bk 2E[5]. Angll
FI5 07T BNk 5 /NBR R RSN AT i B NE A B 1Y) Ang TT 3 1 SZAR(ATIR)EE &, BUEZ RS
B, URAEE N BRI s R, R R R A SORE[6]. 5 IEE KRR L, BEIR
W i ACE. Angll. ATIR W ARSI EIEM[7]. 55— J7H, i s A=W RAS
ARGt R M A R R Aok S E M R 2, W G & BB AR N AR FH
JERE. EAESEANEAL, RIEEDFHEH, S8 TR, AT RS, HPhRBRT 5N SEENGEA
BEZ 1 Olfr78 4545, Wl I RAS, #E—B3ns &=, M EiK R MW, A5 95 2R A1 N ek
H[8]e LiEFTR, JHIEERER AN RAS 520 IE MRS /)%, RIS Sk E 1 (Ang IDIG 2, 4k
T HIEEAL R -8 (TGF-B)i% S B IE5 405, S S50 DN M aE . 80 SCFAs FI7F= A sk N
DN [¥¥E77 R LT I 2%

3.2. RIEHG

o3 TR S A T 5 A A 2 o M A B 3R IIURE HE 70 5172 DN HUARTUIOE , JOAE S BT it i TLR4/NF-<B
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G IE R 3 DN BE UL E L5 DN. 7ERFEE LT, IHIE N 38 AR s>, SBUREIIN, ArRmoR
g2 0, TR 2 Al @I S Toll A£5244 2 (TLR2)A TLR4 M Ki&4E, 7 544 3¢ A1 (nuclear factor-«B,
NF-«B)iffk, it —L30% NLRP3, NLRP3 RAEMAIHIE 0TS Caspase-1 X AT HMAM&R-14 (IL-18) H
I #-6 (IL-6)« IR IATEIR F-a (TNF-0) 34 2 AR IR 7 117 2E i — 0 N aE 90RE S SOAn B IE A (9] A
FHORAFFERBA[10], S5IEH KBRAREL, DN A KB R IL-18. IL-6. IL-8. TNF-o [ 2 355 B 2.4
Tne MAZIESE 11N KT DN B3 46 N B &, AlI@EE ] TLR4/NF-«B 15 S BE, FRRIEZ K
P, PLEGERGE. W DN B EHi. SCFAs AT DL ] NF-«B 18 i 22 2457 75 40 2 I (MAPK)
PR IESLR « PUAANBAE R, 3E s B 2R 4 S INE BT, AESRE R B ik e . 27 BATR,
eI R AR ELE ST LLEE AR R, A SOE AR S8 S E AL, Sl S MR
FEKF, HEMRAGT T, SECDN e A MR B RER S NF-«B (55l # ok E DN B .

33. SHRH

A SR TR AR N S BB E F R B R SO R, 7= AR 17 1 % (reactive oxygen species, ROS)
A DA R A MO 2584 o o LR £ 15 3 MR e U Mm% R BR 0 R %5 A8 4 (nicotinamide adenine dinucleotide
phosphate oxidase 4, NOX4)[{) ik Fiff, FE ROS KEM R, MG TGF-p/Smads 45 A1 HAth e £ 4 K]
K, SEUE/NERILE YR, #— B InE E Bi[12]. AR ROS %% 51 NLRP3 4 E A S 140 i = T2 A
ARARBINE T DN [13]. Ui bt S SBOE R R 2 —, #% P+ E2 A1 HF 2 (nuclear-
factor E2 related 2, Nrf2){E NHTEALBI M R Ge b B2 —, s ] UG In 11 30 25 1 20 2= 181
(heme oxidase 1, HO-1). BEELILJEES 1 (quinone oxidoreductase 1, NQO1) A FARIA, I FRAk It 3 11
ROS, P RBITCEN T NRF2 X N0 TR 14]. BFFERIL15], ST M5 1) DN /N EREO HEZH
ff] Nrf2 mRNA &, HO-1. NQO1 [ZIEKFI W BT LRRFIPIRR EE rI M GPR43 LLHT %,
[ s ] 30 3 g v LB SRR B 1 (glucagon-like peptide 1, GLP1EJE, 17 GLP-1 1 GLP-1 244 1380 7 LA
) 340 JE A O P PR M M — A Y R W R SR AL B S AL A IR IR — B U S, BRIR BN ER R iR R
JR, 2B SCFAs T DA S8 A0 SN 2 0E[16]. FHULTT L, il B AE 2R, SCFAs %549 2 Bk, Big
Wkl . SRS EREGZ, niESEMEMRE, FEHROS KEMER, 7£ DN FIAmLE +
REE T EEAEH . THIH NOX4 FIEEE Nrf2 {5 58 & T IEE 5701 7 DN TR IR 7 50

3.4. FERBRIBIREL

PEREAC X AL BN LR B RE . MRS AL, 2 T8 DN RAEMEER K. Wil &k T o) o
JRARU 2R AL, &) DMBIR M3 7050830, 51K B /ANREEAAN B AR L AL, I8 RT 53 20RE S, 51 S DN
WiTERE— DR . BRI W s AR =4, IR RS2 k3% Je i X 5244 (farnesate X receptor, FXR)TE
W E IR AR R AT TR EEAER[17]. AWFAERPI[18], DN BE3E hIgf1 — 24 H
HREE, BHL PR Z A FXR fl TGRS ZARKIZFRIEAKPRIBEMG. THAKSE1910F KM, &+
J5 ) DN /N BR AR TR 20 R IE R AR & BB A, FXR AT TGRS ) mRNA ik /KF B 1% B i g e vl
AEZ FXR/TGRS 15 Silis, ARV ERACH . MR, 7Y DN (i B AR 2%, SCFAs mJ LAY B 48
MOThEE, SO S AT LG MEACHT, B R EURYE R GLP-1 AL P 1% K20 6 LA S I o AR 20 o
K v U AT SO AR BT 2L, AT 51K B R 1, W i = AR R A 0w DA e a4 Kl
ANFEA i bR U B S B AR A KL

4. PEZEIT DN
BACEE SRR DN SRR 5 . 2 (URSSRIEE, 30000 “ I % 7 s, K
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ZKINA DN NRESI A ZAE, TR WRE, Mo “RE” « “IR” 5. 2Ry, BEIES
TEE R AR YIRS, Uy BREE[2 110 90 {51 I R 8 e M V5 6 B EAT W FU R, R S8 P XUBAT 1 EE
& HEAT I (P < 0.05), (@ FNEIRZIRYT Ja A8 OB M .. M5 200, BB NS,
AR ZIRER L, Mdfainth, MpRe@E s, EREmdE, HEhRsh i Ewsgm, SR ER
SRR SRR, R T IR R T, ] T e AR N B R K SE S RE ),
JEB AN TE T R E R NIR[22], WRRENE RS S, AT AR ok, BT &8 A5 W
FPATHILLE(B/E) FFE,  SOBRIRYS R85 il e R AR AR OL (23] Shp it T8 5 B R A 20 B 166/ M 1 T
RELNBLZAL, W0 i 2 PE PR AR B 25 RIS, FLIRAT 1 SOSUBOT B 55 o o & B R e, SR i 2t
SHPAIE T@iRIT e, PN R TE AR B0 R AR AC R S AT IEHORES[24] 1
TEPA A AR 5 PR SR B F I R OIAR G, W T8 e R R TR R AR DN R R A ia (1 B ARz W dd bz — - 5
At A F FETIE A Pl e S AR My mT DASE R DN R A R (25

R B 2%, BRI FUR L 25 K SR AR AR TR R, T 25% DN (2 Il BATT
ORI . A 2T DL T Y i 8 A AR TR ARA QU AL RO AN RSN F) R
BEARILNE, /bR R, A BT, R mit e,  ILIA] 2 .

2 B T AR RSN
RO XL —
Ll 4] * RIS
S « Rk

ok F——— BRI ST AR
*ACE/Angll/
ATIR{E -l * il NOX4 « FXR/TGRS
. ; o N
TL{EA}{I;%EE%(B *ACE2/Ang(1-7 PR Nf2(7 5 [ERepilics
SRl /Masfis Sl g

Figure 2. Traditional Chinese medicine improves diabetic nephropathy by regulating intestinal
flora

2. MEHBTET R EERE S

4.1. BIRPHZIRNY

WFFE AR I 26] 38 BTG D07 T BR A% 2t A 1A 5 &, S B R L AN e £ 4 A 55 50 B 0 7
PIZRTLLR I DN KBS B G| y S5 R 1 PR A RE 2 2K, 30 I 50 o T R 2 R T e 3 1 D
(2710 EASBRAT PEEH A A B AT P BRI A — A Atk R FL 5 M PR A 45 0 T e 34 19 fi i
RESCEL. BhWISCIRH TEAEL, T DA AN BAT SR T/ BRI PR IR BRI & B R AR, RIS
HEZHZA P BHIH R 32 48 FXR A1 TGRS (RIE T i, HET S Bl AR QU281 PRI A& rh 24 AR (1 R SR I 12k
B4y, ATk DN KRB AR, 890/ SCFA. BAHRIER e AW F A, WA HEE.

DOI: 10.12677/acm.2025.1582320 954 Il PR 2 2 3t


https://doi.org/10.12677/acm.2025.1582320

DRA 5

TIRE RS, BEIERWT: (1) Hidk: BiE Caspase-1 M, Caspase-1 AN IEYE R GE> T, G
U IL-18 A IL-18, il RAESERN[29]0 (2) HUAMRII: I BEE Nef2, J B A R i
f[30]. BWREZTGEMRME LNy 2 —, HEEHZFE, AEZNRRMHNE. KTl bR A
JTHRFEER: (1) Pisk: @kl NF«B HHRIEE, fMHIIE 2SR RRERMN[31]; Bribz sk, T
FIREAR N MAPK {55 8 8% S5 8 A BERR 1L, IR 20E[32]. (2) DU #i) TGF-p Hyid &
FILHM Smad 2/3 FHERIZEAL, R IE AR, W RIEERE, B HO-1 ApiE(E BT 1
1 FRIL, s> ROS BIAERG, il N[ 33] .

4.2. 2557

BIREEZ W HER. B, 90 HEURGA R, (1) Prd: MR 4EHF TNF-a. 1L-6. IL-
15 (IR, BGERIERN . (2) BCEEREMRICHEZEL: AMPK A5 10 P R 5 00 il 490 b S A W U IR T3 i
GPR43 {KHPEIRAR M Ca> (5 51% T, %738 1 DM KR GPR43 £ [ 75 FF R AN B Ik (Y 2 1A R 5 AMPK .
P-AMPK 5 HRIE[34]. FIHIBOWNE, HI0A 6w &8, 558 TR A4 B 1 718 500 g2 AR A
HERAL[35]. S I T DA IR R . BB T . FURRAF R, D T B B EREE . B RREE
SEHUR R, FFRAK IL-18. IL-6. TNF-a A1 TGF-p1 /K°F, MUEME RN, RN, 2R
B 5[36].

EIANT DN GAE WM, BEIT AR RS 220, (RIS, M\ A0 A7 26 IR
AR MR, S EFARE A SIGRE AL, RECNFERZK. FIRIEIT DN, £ UERANE A
F, FELAE AL TG REIR S, &7 AR EA N NFrE, AH—i, 94, L% DN K
MU TSR BRER N, 25 0] LL3E 3 18 45 Ji 1 B B R i IR AR 3R L . 200 . SR, sl /)%
S DB IERG, ATUATRANZG IR ST AN R . BIRIKIZIA T, A REARIE DN ORI ML g
BB TR 7 R 2 B A, 3EA frdt— P ) SL 50 BRI R ISR I8 UE T 2

4.3. R

m B IRERL NS AR, R ERE BE. B IS, B SR SEE. B8, BREE.
AL KA, FHEAR, AFBHANE. 25 F R RIKEI 22, BRI, 2828 B A0 I 0N T )k
I6 AR (L34 S P o B UL B 8 A ST B8 AN 8 B LA B HLAE DN R AR R et R v e 3 B 5 AR FH 3 7]
(1) PUge: KOSAT B A IR FLAT B T 700 RT LA FAAIR 0L 375 AR 2848 o (R B R s | Wy« SR ik = FR G S5 PR B RE B 31
i, D RIER RPN E B E[38]. (2) WATHEARARMI AL K IR B R v BT B E R B
Bl B2 SR EZE AR, 0T LSRR AT AR R, AT IR A 2 EL[39]. B R A A S,
PEFES . Hhp. WiZg. AR O) . BfRie EREWA R, GRS, EIRANE, TEREEZRL[40].
BAFELLTIVMEA: (1) Bust: 0 SCFAs HI& &, | NF-«B @R, F0 28 5E40 M 7 IL-2 1L-6+
TNF-a & RIEFTFLAPLR[41]. (2) T RAS: 3EIMAERIIAER, JRISZF T 4IMX Ang 11T FINE, W
HEBOYE T 4000 17 M0, 4% RAS, MR FEBRAR IR SR FI[36]. THE R 28 9 vt 8K E 4043 3= Fe it
R M sy, J7 8RB, K. BER, MBS ZWmdy, ATHERM. B dE R, nTbE R
AR £ I T M 1 R Tt Fi P /K S A A AT T, X BBt 48 H RI[42] 0 358 I B8 2R o) N s SR AL
G, EIRITHE IR B E 22—, PR R, E  BE n] DLR Y W B R 0 o A A
A 23 DN B IUBE AP AR e B R V45 B A G R bR, Bickul, S99 TMmikiesl DN &3
B HRZHADAT T XS B 2 5 B S PR, 7 ST 02 B R 7L AT B8 UL AR X v 43 ]

N T AE R T iz A RS2, R AR H R S5 g h 2545 G vl th B R 25 R 0k
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Ko PRRAMHIE LG THEGPEIE IR, 2 PP S 2R R 2 BB TR
KL IRBEEAF R b 5275, ERAESTTAIE I ETRAH, BHNRREZ . Bk 25E
TSR YT RAFAE SRR, T h G i 4, WLERIEACHT A, oy RORDX B o, (R AR ) 25k
e o e VAR, InR SR HHERIG . BEIBH 250 RiE1E, ARG DN BIRTT
MAEE, HIAT B I BRI FR it — PR E

4.4. PZHER

hEGRER R T kD SUE R IE AT AR . SE B MR P AT i%, Wi piEs 251697 DN 2
PR B Ve R 2 BB TR, BETT e i AR T R0 — N B R . P2 TR I A R AR I IR
JS2FH AR AIESE o WF T A IR 26 K S B mT A 15 il G, 8 G OB o i A R R, b
R AT IRERMIRGINIE LR, 2% DN BE B IIRE. s B T T AR LA
LR YEfb[44]. BEEREN AT 2B T 10 DN BE a5 R AL, M T R A 1 SR R
[0 B P AT R O R T 1A AT B 1D, B vt R S e Th e T DR B MIEZh BE 451 T 25 ERA 1R D
KEfLGYTE, ARENRS, ERnT UL TR, B RISIRSD, 46 i i B i
], (EREHERE, TP, s IRk R R AR, AT LS Ak e 24 B0 25 16 5 T AN 588 7
o LN NIRIT DN I—FA 25 M4 78697 T B S B 20 TUE IR AR SRR R HAE AL o

HAT, HER25iiad T HiiaiE Bt e DN B IR 05 (LS| 2 s TIRKRIEERE, S b s e f
JEACE 2L P SO . IR AR SO MR B 2 A . IRPR SRR, P2y A i B S
PEZIIE A, A RN, R R LR BHE A, I PU25 RN A R FERZ53R7T DN
ML O e, HAlE T R 250 {5 i I8 wa T DN 5T, 5 A T L@l (1) HEY
FOHRIERTR, WSS PR RS AIARE . HHIE > R DU ST RO bndE, 32 i BR 251 1 i R )7
DN 7 2kasEtt. (2) DN & KWMZ, HHEHLER N R MBI B w R A2, LUt —
AR B NE FPIERIEW . (3) TR RER SRR TT BOZAS BIDRIEANRT 7T, 1& 21 o 25 T IR T 45 h 257
Fa gy i S HAb AR 20367 T LA BEE R R 3R ST AL (4) AT EE ST I IE E G T DN BT /L2
IS IT i, B RIS T BE 7T 5 AR /D, BN vh B 24 )2 HEF IR, IR 74T B 2 Im R BT 7T
(5) hnaE P ERZGERTIA 1) DN J7 BT, |2 AR RN R SCIR S e o Sl PR AR T, v BR 25 4E R A
DN A [ B F 2 I B8 2 B R A1 A -

SE K
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