Journal of Clinical Personalized Medicine Ifi/R/M%{LEE2E, 2025, 4(3), 739-746 Hans XM
Published Online June 2025 in Hans. https://www.hanspub.org/journal/jcom
https://doi.org/10.12677/jcpm.2025.43403

PRI B R dE LB A R EEZiaTr

# M, o', Re4E”

R PR R AR SRS, BREIL W RTE
SR TP EEERE R M BE X TR, BRI MR

5
A

Wk H . 20254F5 H26H; A ER: 20254F6 H18H: &4 HI: 20254F6H27H

R

BAEURUBHALS RN, RIERHE, MM (ECM)TLARA b 52 40 R 78 JR B4 A Ry EZ A
RIEBRARI L EARH R R SRR R AR, (R RR B % (DKD)RFE K B A ALK EZRHE L —.
LA R BT 18 1 B BESR (CKD)IE R L B 253878, T CAFGA AR 18 1 1B HE R 2 FR B 2T XU BRI
T, BB AEAKRBEIG], X TREINSE SRR S B R B RN B A E KRR . ARSI
PRIR B TR AR B A 4l 27 B T ALSI A R R 2 SR RT3, BB N PR SE SR A8 M0 PR ' o 41 44k
B R — R FERARKYE

X 5in

B4R, BERWER, PEGHEIT

Research Progress on the Mechanism of
Fibrosis in Diabetic Kidney Disease and the
Treatment of Traditional Chinese Medicine

Hang Xu?, Shuai Wang!, Jiming Chi2"*

!Graduate School, Heilongjiang Academy of Traditional Chinese Medicine, Harbin Heilongjiang
2Five Departments of Nephrology, Nangang Branch of Heilongjiang Provincial Hospital of Traditional Chinese
Medicine, Harbin Heilongjiang

Received: May 26%, 2025; accepted: Jun. 18, 2025; published: Jun. 27, 2025

Abstract
Renal fibrosis is an important pathological manifestation characterized by renal tissue injury,
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inflammatory infiltration, extracellular matrix (ECM) deposition, and epithelial-mesenchymal transi-
tion leading to scar formation. Its specific pathogenesis is complex and intricate, but diabetic kidney
disease (DKD) is one of the main causes of renal fibrosis. Fibrosis is the ultimate pathway of chronic
kidney disease (CKD) progression, and is now considered an independent risk factor for the pro-
gression of chronic kidney disease. Studying the pathogenesis of renal fibrosis is of great signifi-
cance for controlling and improving chronic kidney disease caused by various reasons. This article
discusses the molecular mechanism of renal fibrosis associated with diabetic kidney disease and
the achievements of traditional Chinese medicine, hoping to provide a certain theoretical basis for
delaying the progression of chronic diabetic kidney disease fibrosis in clinical practice.
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1. 5|8

Bl PRI (DM)2 — MR 28 102 RGURIHTEROR, oM 5 2N, Bt 2] 2045 4 AECR 1 i
50% [ 1], *EE'J“"XF(DKD)E*F)T(FB’JEEFE\W T E LI BN R RORE . 20 40% B R R
ERAZFIEIE, T AR (CKD) M A (ESRD) 1 1 2B IA], B A0 bR S SR T AU A
3= 2R AL KW%IJJESRD, 30 PR b A A LR XIS o T A R T AT A TR A R
R, HRIO—ADIAT SRS, NEBAIRIR . B R b s T 4R A i B3 A A AR A S5
AR P EUR N ERBEAL, R 2 IR LT e T e R ThRE . B AR AL A bR X S B B I
PIRIE RN SR, KB TR W BB AT A 5 O S B DI OG, %?MZ%@E%EI’J{;%U%AﬁI&xfl?
SEACRE BTN, (EL B (0 SN S 28 K S BUE IS M BRI Dh e 2R, (it B LT 4Efe it g . A

MG E AN TR, 0 B AT AEA AR FIHLAIREAT B R S, JRIZIBAE AR FL AT, it — DT A
MiEARIGT Rt T 5%

2. BRETFSBAYEL
2.1. #{EKEF-p (Transforming Growth Factor 8, TGF-f)

TGF-p 7&—Fh 2 AFAE T RVEAM MR T AR K S 2 k. AR R, KR - 2
R PRI B R A A AR R ) L R 2 —, FRilEd L MU HEA I Smad (5 S S 5 T A 4 it FE[2].
TGF- 0] LAHEAT 14 Hh i 3B /INBR P Rz 40 B 1) it 4% 46 (Endothelial-to-Mesenchymal Transition, EndMT)#) 4
R, 5 HARE 25 50 2 [ P FE R SRS ECM [ B AE R A T B /INERBEAT IR Ak A1 /N 55 8] 5 IR £
44k, Smad {552 TGF-p BICH PR T, — MBI\t I S A 4e i) R 2@ 86 (3], mibE
SR W R RO, IS RSN AR B, AT IR UV AT 4E4E T AR 4] . £E DKD
FIURE PRIPS BN AR ) SEIG A, v MURRIR S B 7 A8 1 e A B 46 7= #) (Advanced Glycation End Products,
AGEs). I8 55k 11 2N R AT ## TGF-p1 W75 RIE, TGF-p1 iEik Smad2/3 15 548 S #iG4 L
EAFECEN ECM Mg BEDUAR, AV /NEREE RIS JE FEI N, dE M-S 8O, 0 WE R B £ 4R 1)
BEFE[5].
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2.2. E5F4R 404 B F(Connective Tissue Growth Factor, CTGF)

CTGF 2 —Mif# a2 ZE TR A S48 M E BU(ECM) A U — M R+ . CTGF 5B /NE A
JRAHEAA BV R F, 0T LUBH S0 is b R 20 A ) (8] 78 53 40 B 4% A (EMT) B #2 . EMT 1E '8 [a) i 21 44k,
RAEFR JERIZ N2 —, T RTE M A& IR IR IR R, ISR TE T /NERIEAL /N B o £F
YA PR s RS R ' (DN) 35 ] 78 B 23 R A 1) CTCF Wi B3R IE,  7EAEAG 4H i 3 A A0 20 /1 3 it
b B A R /N ER AR AN/ 1) O AR X B A MR N, XS DU N (6], GTGF AKTFH e, 54t
TGF-B /311 Smad 7G5, SIHCHHEZ # TGF-p1 QA5 A, 3 T S AT RS . 7 bk E T,
GTGF & n[j@id IGH-1 [3RiL, [y K TGF-p1 5 5% S, ¥ Smad3 BERILMSREEL, FHinEa
FEAYEERE D 1B IV B EAETE NI ECM R UiRL, A2 33E RS AE K . DR A 45 4
H R CTGF & & Al /8 DN - 3036 bn s 000 K] 1 o 76 A 189 25 e 21 2440 1) 65 U3 SR 055 5 s T A b A
TR RG A 0. NI, IR TE B M SN o 3 2R IR 55 AR 4RI X3, CTGF
K P RIEBA W R T R, 555/ NEREEAL K B 18] 53 45 4E A T2 B v FE A O[]

2.3. In/REMESE 4 EF(Platelet-Derived Growth Factor, PDGF)

PDGF & —Ff5 38 775 ¥ IR U 5 8] 7+, mT DA 2 & 20 2R A i 389 5 S 328 DL S ECM 196 AL R
TEFIE R P IR 5 H o ORI 22 (W 78 IE B , PDGF K% 5 B 41 4 Ak e 5 A = B R A G M (8],
TEFEBAG S F RS W5, PDGF-C Y5 F 4 BE0 AL IR 7 3Rk, ITRAF 4 BhAn s 2k . bR di s
A K 98 PN MOIR A, TN EE 08 PR s P 1 BT 9 RE AN 4 44kt 2 [9]. b4, PDGF-D 5 PDGFR-B & iEH
MgEE, NS FENE AR, MBS MAPK 15 58k, FRES S TR S 44 1 2 F2
[10]s

2.4. INEMWR 4. KEF(Vascular Endothelial Growth Factor, VEGF)

B RO A 3 B R /N BR A /N B B A I 2R, T A T E Sl VEGF 2 —MiE
FERE AR () 2 80 KR T, BB 75 I A B 240 P s 4 A A ) A R o iR 3 BE RS 32 4% ) VEGF
SR R R BUNE SR M IS DI RE ML (T, SamiA R T 200 . BRI S A ML 4EAG[11]. /iR R
# -1 (thrombospondin-1, TSP-1)2& TGF-4 [ AT, Wi #iE TGF- R IEPUIMLE A sedE FH ok nsi
FYEAb I B[12]. TP SIRT1 L RERRS 2 P R I T2 S8 PTC ERMEEF N, 5 TGF-p KM K
{10 JE 240 25 2 DA S| R R T (1) B /N 0 A K APE ) PTC AR [13]

2.5. A¥ERZE H(Endoglin, ENG)

ENG 2 — M8 B A 4Eu /R A A EERA ) T SRR E D . S AR RS B CHE
PER « HALLF 44k T B85 TGF-p/Smad 15 5% FEEE NS G K. A ARR, ELLZHE A4 N T
BIGRR I RGEVERLAE[14], 5 1 B LM i B sk [ 15], BRI E] ENG 155
Fik. ENG @i 47 TGF-A/ALK/Smads 15 5l 15 5 RAS REETE S S 58 R B9 10 21 e ALk
o TAE BT SR T 3 2 415 S @S 1 A B2 4 M TR ENG Rk IR R IR B A 4B o Ja4F
KA AW TR~ ENG Rl I35 ) R 40 3 AL AN 26 5 2 5 DN R o A UEHE 3 I7E DN FR 3 15 8]
KILENG MRIER S, HoKF5 BEMAEONIENEEREE . UK Ui 2 S /INE 22495 5 18] i 21 44k
WA, JF H ENG BIFRIE /K5 B 18] 5 0 440 O RE FE 2 IEAH OR[16].

2.6. IMEEKE I
MEEKE 1T (ANG IDE B &K - & Bk R RGP BRI AEWIE AR EY, ‘&l DL S 1T E G 40
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WA &R T KA A K R, 1S IR FE O e ek, 5 3 R 4 M e AR T, R
(A AEAERE . BERIRES T, BRI E = - M 55K R R Fi(Renin-Angiotensin System, RAS)
FEEEAL, JRES RAS HOMOE v] 9l e MR8 )5 0 . B 5, ANG 1T i) 53 5 0 vl i i B /h ek
MBI AR B NER IR BN V)22 5 ENER E(17]. miiaeis S LRIk s Kok ER 1 Hhn, #os
5 U 257 200 B A % 28 hE 4 e — B TEOR SE BB . ANG IT I E FIALSI IO 2%, AMYAT BAIE 4
AR, BETEAE T, SR REEE L] MR IR — R ER, JCHEZ4MEEE, 25
NEJRAE PN 22 Mol PO B I AE . 1T ELAE LI B 7 27 A AR AR A3 A B AR A BAE . ANG
1T ARAR R B R T 1T R, SL[RI NI DN BR (18]

3. RERMEBEFLEWL

DKD HIFHIERE N 92— FPg 1t AR B JORENE, 528 RATE RGBIEAH [ 19].  HEE KB 1) B0 Al
RV MR OE DKD KR OGN 2=, B I A 4EERE AR R H R, E ECM 1t
L FECE/NEREAL AN B R AT SRR IR, R SE L, INE BN . B S 1 R A
THE 530 1 R O AN S RE R 1P o BERR TS, A 2 P R B A AR F I 2 R (201 28 PR 9 A AR )
Fa P, 2 5 MRS Rh JORE S o e rp B 20 R M 4 2 DKD 3 WL I A PR 4R . 4t 5
SRS AR, PRARAR RAMOAEE, AT LUBORZH S0 0 HAR B RIR TR . SO0E (Rl 718 a0 28 R /AR TL-1.
IL-6. IL-8. IL-10. IL-18. JMUBSASEIAF . 4HMuiE FEE 71, MR 2+-1 1 P ik R GG
DKD 3t BT Ea sy, Horb SO /M SR SGE R R 1, FERE PR B B AT 4E A R A R e
ERHAEH, TIBI ST TGF-B 7 Wb LA SR S AN MR A2k B 4R 4EA[21]. A5 K3, DKD &
) R A PR AR R L B -1 SRR T RCAR-2 RIS RE A, P A FEREE
(BT e Al 5[ 22]. AARERIEH, #ME C3. C4 KPS EARZIEHLES, FFIEH Cdc MPTRAT
fAes& DKD #J& A ar KUK K 7+[23]. DKD K SOE PB4 B /NE b g oAk, AW 1a) (8] 78 5140
MR EEAS, IR AU AT 4e g g i it #2, WfTINEE ECM =R RIS, IRl DKD 5 4F 446 fIERE

4. FUHH

AL R $RTE M (Reactive Oxygen Species, ROS) Iy 14 % (Reactive Nitrogen Species, RNS)A4: il 5
TR PR RS, FEROS 5 RNS EARNE R, HURHUEALRE 8L MUK R G 5,
T B BOE T JERE o S A LR 2R PR R A A R AR S R R I R B L 2 —, AW TR,
B NADPH 2810 B (1) /5 JE 28 , =2 5 I AU SO = 22K 3R [24], /£ NADPH %4 4 (NADPH Oxidase
4, NOXHFEF T, FANBOL 74, A B RGEM A FE i 3] 7 RBER25]. miRE T,
SR FEYIROS) I BE = A, s B A AR RE L . ZocRE@ . B C (PKO)FI CUbE AR g g
17, PUEMOKE TR, AL - tEL RSk, MG Angll. TGF-B FHGHIHEHEAL 2 77 1) (Reactive
Oxygen Species, AGEs)#& ik L i, 2 FHOM R AR IFARE R A, B /NE 805 ECM TR,
T RIRE PR 55 5 s " 4T AR R R
5. LRBIRFEWEMT)MAE 8 REL(EndMT)

EMT & — M Ak 18, R MIE RS W ()3 2% e 40 i 2 AT A2 Be 73 58, B AR
B5. it RS B AR ARM AR EFRE T R R g - JE AR, 402 (] 5%
Fpt, IR MRS SR, AM4ERFRE AR YE. EREDIRES TN, @il %3 EMT xR IE
ik, {EHARIE] R R, R AR T R AR, B R R TR RIS hRe B IR SRR A, B S B
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[ 7E AR I A T 2 54 4i4k . BT, EMT SN U B A4 R Z 5 8 H % . f£4 3 TGF-p/Smad
{550, Smad2 1 Smad3 X EMT [JE Gt IE R RFEIER, JHEIBERR .. LB &I (E 5 a i
K RIHE S0 Tl 2 5% S EMT [26]. fEEIEZEUEIL T, E2BUEEMAIEZ M Wnt (55 18%, &
B Wntp-catenin 15 518 M FFK E-8580 8 H IR MAES 8L Wat {5 5@ 2% 0] DLBGE INK {55088 B
JlElE C MEEHENE, (et EMT KR4 (27]. EFEK, AREFEE W] Noteh (5 5l ik rT DI i 1 42 40 i 7]
FHEAE F R AR B R RE 2 e DA S EMT FITE 28] SLRTHFFLR, miR-21 FikiEid Smad7 881~ # A0
Smad3 I I, H58 TGF-A1 ¥R, 550 EMT (R £ 4 dif£[29] .

PN R ) b R A B (AR — S 3R [ e, T DU IS S EMT i AR R AR R B, =R 41 4t B)
YA, XA R R A A 1) JoR 4 L 55 A (EndMIT) o BT 78 6 B, 1A B2 40 it v B B3 ok oAy 5 i) ol
AL WU ET E A B, 3ETT I8 ECM RS UTRR DU B 2R 4R RE . P R 4 i ] R AU T~ 4T 4E 4 i,
1M EndMT ] g 53 8505 25 4E A0 R rh AR 440 B (AR 5K o [RIIE, s BROIRES TR P9 B 48 i mT DA A B o 40 A
W2 A 5@ oy 1, Rt 5 EMT AL TGF-4 i@ #% . Notch 15510 1% 2 5 i1 5 - 44t
SEPIR R . TTOE AKT B ER 153 (1) miRNA-21 ik B, [ERE AT LA ) 540 ) EndMT S F£[30].

6. BIiE

HWRe —FIEE IR 4ERFEME R . B IR R R T B Sl A RIS SOR R, B
I 2 1 Rl T S 035 S8 P S R R AR L o T E B IR AS R, E W LE 1 RS DKD K &
BA— @R TR, B /NE Y0 M 1 W R SR80S T DU B AR i R . AR S N
FHEMPT, HEBEI G /NG EE, BWIER AN RIE RS ER N, S S e NS AR T,
TS NG B GRS AL R3] P R RS e s S5 s 5 AL B R B RS S OB RO R A R R
FHOGHE, FEFENRE 1R 235 310 H RSN B, RIA M E R E R N A R f5(32]. AT
FRW, HEEE SR HK2 4080 HIF-1o Al miR-96 Rk -5 A 4E(bFEE R IEM 9%, HIF-1a R RIEF
SR /NEMIE AV SN IE R T AT, MR, SEURBEAR, HIUEEA 4.
ERMAEASE R, B HEHAE S HIF-1a/miR-96 {5 5@ < SECE /N L g g s, BBl
LR LAY DR 7 (1 3 R A AL ) R [33]

7. FEHRTHRE
7.1. BARERY

A7 i H (Total Glucosides of Paeony, TGP), sZf2HT HAj M —F B H KM EY), TGP i@t s
RhoA/ROCK 1 #5515 53 % FAA B 421 TGF-B1. a-SMA. Collagen- mRNA th &35, M BEACHE
PRI B 99 B E JOREVRA, AR AN S RN, IELR AT R4 AR [34]
7.2. HEREH

W A — PP PR 2500 e R KRR, BT TR B B A S AR R (R RS . e
0] ECM I BEURR, el R 2T 440 R 7 F0 R AT 4R S bR 540 o-SMA () 5 ik, BRARLT 44 itz 28
1, BB NE IR B AT 4EAL B ThRE AN B A A5 [35]
7.3. REERIY

R NERFE S SR SN RE Y R IR, R E T ] el il B 4r4ifb b TGF-B1 %
S/ DNA H 34k Dnmt3a @8 R IEEH, W ECM JUAR AT IER 1, SO 43 FE[36].
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4. BEHTF

(AR ZFa11, HESRE. b, B, WRIAEY, SRETFEaREyBIEM.
HREYW, S8R T W5, TGF-p fil# HK-2 41 £F4E{b iR SNATL. ZEBI. TWIST1 P IL-
18+ IL-6. TNF-a ff] mRNA /K8 Z RS IAL . SRR FIEn 5@ MH MARK 155 @, BRI
ERK K p38 IR K, 2B 4 4E1k[37].

=ZHEMH

ZHEMEKRET AR = A SRR S, BAP R, SiRMGTEER . el
i 1% TGF-f1/Smad 8 # )5-2R5RE K 1 11435, Wﬂxf&ﬁﬁ%%@ﬁ,m%ﬂﬁmﬁﬁ%,%ﬁ
B TE 5 A ST, 8> ECM I A S TOARAE 22 B R 2T 4R AL ERE[38] -

8. R4

ZR PR, BRI B A R AT A LR R 2 2 A, AR T 2 AL B 2 55 IR )
WEER R RAEAE N, RS I, M T W PRI B R RO R o R 2R AR L TR 7 R 4 ORI VR )T 48
BW], s B — ORI B VR ST BORIF A IR, DR JLR s ML T A R E . Al X A
MR FAREAE TS B ANER IS ) 2 23 AR AN S AR 4 7 b AT v 3d,  DASYIS e ROBE PR S B i
JrIR At —E MBS BEE SR EORA N, RRIRTORE R 0 5 T AL 7 ) R AL 2
TSRS BT AR AL 38 T DR PR 5 JEE 06 P e PR 2 (4 S IRk 2 W AT PR T SRS AN 1

SE
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