Traditional Chinese Medicine H1[&%, 2025, 14(4), 1566-1571 Hans X
Published Online April 2025 in Hans. https://www.hanspub.org/journal/tcm
https://doi.org/10.12677/tcm.2025.144235

PESRT R R R B R B RIS S B R
ETER RS ER

¥ X
BT R ERARERE, BT WK

ks HiH: 20254F3H6H; FHHEM: 20254F4H10H; KA HM: 20254F4H24H

h

=

RIEIRGTRFE R S5 (DKD) R4 RBRI 28 EFE &K . BH T«B (NF-xB). L3 55 E A MK (MAPK)
NOD#: 32 4AF A 3fISmadsZE/5 5% FE K ZDKD KEMEF RGN EZNH, EPNF-«BEREESX
BIERH . NF-xBEEREIE RN RERFMEEBEARKNGSER, MEIERRERG. F2PEHE
F B, BRRSFEERD T LE 5 RERG ARG S BB S FHIRE, WEEKRHE
F-PELEHES1. NF-xkB. p38 MAPK. NODHZAEH3MSmad7. XETEREE AR, EH
ZEH. XX, WLLETZMYLEETTDKD FIERERBRG, MATHER “BER” .

Xiid
FERINER, JEBGNLE, 55@E%, TEH

Research Progress on the Regulatory Effects
and Mechanisms of Traditional Chinese
Medicine on Renal Inflammatory Signal
Transduction Pathways in Diabetic
Nephropathy

Wen Luo

Heilongjiang Academy of Chinese Medicine Sciences, Harbin Heilongjiang

Received: Mar. 6%, 2025; accepted: Apr. 10, 2025; published: Apr. 24, 2025

Abstract

Inflammatory injury is a key factor in the occurrence and development of diabetic kidney disease
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(DKD). Signal transduction pathways such as nuclear factor kf (NF-xB), mitogen-activated protein
kinase (MAPK), NOD-like receptor protein 3, and Smads are important mechanisms of inflamma-
tory renal injury in DDK, with the NF-xB pathway playing a crucial role. After the NF-xB pathway is
activated, the formed inflammatory factor network connects different signaling pathways, exacer-
bating renal inflammatory injury. Many traditional Chinese medicine (TCM) formulas, single herbs,
effective components, and active ingredients can regulate the expression of key molecules in signaling
pathways related to inflammatory injury, such as transforming growth factor-£-activated kinase 1,
NF-kB, p38 MAPK, NOD-like receptor protein 3, and Smad?7. These therapies have the characteristics
of multiple targets, exerting multiple and cross effects, and can treat DDK renal inflammation and in-
jury through various mechanisms, applying the “holistic view” of traditional Chinese medicine.
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1. ik

W PRI 93 (DD A2 W PR S L 5™ B (I AONE,  RAEAR 17 /2 DKD KA K JE )R 3 . DKD

B PN BB PPERIAR I T AR S SOAE A I G R, AR T RN T A TRE
RIEN BT, JOEMIE 5 ¥ PRGOS, B2 PRI . RAEA (S 58 E 2%
7 kB (NF-xB)~ MAPK. NOD K52k 1 3 (NLRP3)FI Smad7. WFFikm], W57, . ARk
93 B Ry AT AL A A OR SOMEAS T IEEE, XL DKD I SAEVE B 410405,  AIMTHELE DKD IRt

2. hE5/Y 51 DKD BhE NF-xB (S-S @B EEEE

NF-«B 15 ‘5 I8 B (1305 /£ DKD B IE A SE 40 10 o R 3538 s E R . 7E DKD H, &ifiibs . IS Ak
LR FY)(AGE). T M (ROS) I DAMP. IL-18. TNF-a L Kz HoAth 28 it R 7 7T 0% 15 I NF-+B 135 515 5,
$3 DKD B ik RE R T (17 A A SOREBR A N [ 1] Vi 2 Hh 25 s LR U m] DL 1 B 4148 Toll 5%
PRFIHE R 0 R T 88 IERIE, I IKK F 1xBa 25 I HIBEER AL, AT NF-«B [ 547, f5H1 DKD F
U P 2 5 J B

2.1. TLR4 FRiLTA

TLR4-NF-xB @ /& NF-xB (55 5 F M HEENLH 2 —. mFE0E TLR4, 1 TLR4 i — RINUE 5
SR NF-xB, R JE KA SR M FRIE, 30 IL-18. 1L-6. MCP-1 Z:{ & 40 K7 1) 7= A,
I B RERITE (2] 2 R BV 2 S T R A O Ao T LA TLR4-NF-xB J@ %, %59t DKD Bk
I IRER T o /NBEBR, R 250G PERR Y B0, nl PRI, (R NE. B FCHRE /NEEG AT H0 ] DKD KRRV E
MEHES S0 24 TLRA I3RL, FF4MH] TLRA-NF-«B @ .

2.2. {4 IKK 0 1xBa BORSER L
IKK /& NF-xB {2 Sl P 1 EEEE, 1xBa & NF-xB 2 Sl 0EEHIEH. 1kBa 5 NF-xB
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LEE I LA R AZ . S R KK AT CLRERR AL M AR 1B, 44 NF-xB #2407 AL, BOm KOAE A
TR, BEINAORER T 107 4. JAh, JURER T IR AT s NF-«B, #t— P HNE DKD. —rhzif
A EGEVE R AT LN 1cBa RIBERRAL, AT NF-kB AW . BEZEIRE ) 3 2l o0 vh 245 B 25 AR
ey, BATERIA. R, ©F 2 T IRKIGTT DKD. Sl GE 524 % m] T i DKD
REEHE IKK BB FFHDH] IKK BRI, AT 1B R, 10 NF-«B 1507, $5$T
£ DKD BB (1 2O SN JEfEE G2 2 RSy, B FRARIMAG . DU JURMAEEM . %
ZGIE AN R T AR RUR DR R LA IxBa HIFEAR, S NF-B B BRIHGE, S0 ROER 7 51E
(B LR AR R . NBEBR AT R PE R

2.3. E#EHIHI p6s BHRIA

p65 X Fx RelA, & NF-xB FRME LT . — 8 rh 2540 4G 1 s 43 il LB 0| NF-«B (p65)
RIEPIREH . EFEZHEAERAFEIER (B  ZI7iEd 1L R 2548k, BaRENE
YER o Bl He 55 R IR A B 2837 ml 40 i 22 55 = 00 K SR I g DKD K BRI p65. IL-18. TNF-
o MEARIE, R\EMNE X780 p65s Jib Mk isk i B IR 5E .

3. FZfrSH) DKD B MAPK {5 S B EYIBE

DKD KA, &bl AR R 28 R 55 2 Fh R 2 0 MAPK 5 S eg, Rk FiF R e
YHATEAL, T IEN TR, FECEHALIER . 76 DKD KR ISR e & I, w5 B
AL R R R, ek TAKL 305, #Em S TAK-MKK-p38 MAPK Al TAK-IKK-NF-«B il %, 7
5 TNF-a I1L-18+ MCP-1 & %5 KR8, AT I il B i o #4543 [ 3]

3.1. TAK1 FRiE B0k

TAKL J& T MAPK Zjik, NN ZR)FHGEEEEEE 7, %Kl %A K I 1-p1 (TGF-41).
TNF-a. IL-1. TLR BCAARIEAERE . TAKL 25 2 Foi A B i, A, R0E. s B
AR . TAKL 25 p38 MAPK #E(E 5%, 25 TNFR. IL-1R 1 TLR /51 NF-xB @ # i PE.
W 7R, TAKL-MAPK {5 5 B AE 51 K DKD #8451 197 H R S HAE FH o /) B BB R M B i 4 i 42 AGEs
%35, P-TAKL Al TAKL FIRIEK S K& R F p38 MAPK Fl INK FIBEER LK P31, NF-xB Ji5
e JEGEF T TNF-o F1 MCP-1 1] mRNA ZK-FHAHR 5. ZRIMEEHGE AR 2511 FFZ. Hoe, K
WE AW 2E R A IE 4 v 24 R 2 PRI DKD KRB 428 TAKLL INK s A3k, FFi) B I EmE
Y IR ANE AL DL R R E D MCP-1. IL-B TNF-a BN, $RRA R IE L% 245 ] B B 451455, 18
I TAKL-INK I8 2% 80 SR R 15 8RE [ B
3.2. MAPK 4B 1L B

MAPK ZIEII R 1L 2 5 DKD ‘B IE A E 5 AH G I L ZEHLH] . /£ DKD ', MAPK-TAK1 ##0E,
R 1L p38 MAPK, I is NF-xB 5 518, N s8hE B 1 1IRIE[4]. VF 2 2 & s st oy
AT LA p38 MAPK Fl INK IR 1L, AT ORI B T . 7S RIS FLp s, (2R3, 12, ATZG. IR%
PSRN BRI HRRE . AT, AR, £, M4, 5% H0E DKD KR E I p38 MAPK BEER k7K
ST IEH KRR, AR A R IHTT 7 H0H] DKD KR EE p38 MAPK BERIL, I8 B T 4 RE 451
FH, HRIEGIERIER
3.3. HIFIFELRREEF

JORE R F MAPK {5 5@ B = MRS, /& MAPK {5 5 1IE BRI S8R 15 . 75 DKD HIA], 34
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I MAPK B4 Z40Ht%, BEIRAL NF-xB, FH38 0 285 K+ (0 TNF-a. IL-18. 1L-6 Al IL-18) 131k
XL R 2 — A il p38 MAPK {5 5 il %, TERRIE SOBER, I B Ak 405 [ B, i3k DKD R4 R E.
VI 2 Hp 25 s L M R o) T DUIE I 115 MAPK {5538 B SR 1) 28 i PR 7 (1 7= A o B R Hh 25 3 5 1 2K
By, BAVIE. biR. SUEWER . AtikiE, S5 E s s DKD MRE IS MAPK 55
TEERAR S Z Ry T HIFRIE, NIMHH] T bR 40AE . AR A . BN A 25 28 REAT M IR [5] - BhAh,
AL P AL IL-18. IL-6. MCP-1. TNF-a % RJER TR IE, 23 DKD /N B4R K%
PR, 3R B I A E 4% o

4. P25+ 58 DKD B NLRP3 RIE/MESSEIRAIEIE

NLRP3-Caspase-1-GSDMD 15 5 il 4 [ 3 /& DKD 5 T 48 JiE () 25 BRI o b = i 5 548 0 AGEs,
SEAEMN B, (23t ROS &=, IS NLRP3, %4 ASC Al procaspase-1, & NLRP3 #8iE/Mis,
23 procaspase-1 H R ZLAEMEGE . BLAh, A Caspase-1 f2HE IL-18/1L-18 25 KE PR 1 (R 2 AT R 3,
FZ41% GSDMD 4 N i GSDMD, %S4 7 LB, SEYIeET:.

4.1. ROS 47

ROS = ZL 2 Fiafb 2P i L2 S 30 9k 1 & B & . ROS TR NG S0 7 T R P55 EEEH . e IUpE Al
RS RSN AGE, SEEMN AR ROS Ak, S NLRP3 BRI, H¥iE NLRP3 %
fiE/AMA . VR 2 TR 2B M AT T AR ROS =4, RIS IEAR B 1E ] . NADPH AALES 4 214k Py %
B AE R, 2 ROS PR R EM . ASIEMHER NS 21 Rg5 7E STZ #5311 DKD /M &
NEKBMESR 5 G, FEIK NADPH 2L 4 WM IF4H) ROS /-3 (1) NLRP3 28k /IMA %L, ks> DKD
A SR S RE SOV e IR I RS BE . MU, BAFVAEMMIER, B RUUTh6].

4.2. RIEBRSTHIRIETE

NLRP3. ASC #il Caspase-1 73 lls& NLRP3 #$hE/ME R SZ A&7+ &5 TR+ 2 2EL
FOE M vT LLAI] NLRP3 8 RE/IMA &N 70, IR HE B R EF » SR, 3525 $EnT 4K DKD
KEE /N LR 40 BB fIF NLRP3. Caspase-1 1 IL-18 (35, 4] NLRP3 i /IMARIEIL, I
DKD KR'E/MNE PR . PAZHNEERSEE R ASBHHMEY K SWAEEBUEH. &R
H R — RN 1R 2, %25 N1 DKD KRE AL &S S/ REdE+ NLRP3. ASC #l
Caspase-1 I LK mRNA /K, FHFEAR T IL-18 A1 1L-18 EE. Bk, & fE wa] D@
NLRP3 Z&AE/IMAIRE RIS DKD AL 40 M 1) SORE R . AR E R L ie R, BAEUEID)
R[7]

4.3. MHIZERTF

NLRP3-Caspase-1-1L-15/1L-18 s& DKD "5 i #¢ hE 45 1% i B ML . NLRP3 S5 /MA 105 T8 IL-
1BIL-18 (P24 38 00, IL-1p/1L-18 W] LLS AR A AR 52k 45, T8 3 NF-«B (5 5188, NI+
PRALE—/ME 5. WoE NLRP3 RIE/AMA(S s, THRIE RIS, IR R . V72 28 a1
53 BT LAk RO IL-18+ 1L-18 SE{E R K, Ml NLRP3 (5 5465, KIEEMRI1EM. & &Ik
SR B EE R TSR WATAEY), BAPURIEE. Sun SR B R EE A BE PR IL-18 F1
IL-6 F) mRNA /K1, EaEMHIFH - NLRP3 (3R IE . 1Z45 R E LN v] LB #H] NLRP3 28 5E /)
AR AN JRE AN R R T B0 P2 AR SRR B I IR . H SRR 2 IV BN 2 H R e R
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e, BAMBIMIIRLS].
5. F&NHE/ DKD BiE Smad 5518 AEIE

DKD &3 B ik H TGF-B1-Smad3 15 5 BB g 0E, Smad7 ik TR E RER . W7k, Bk
Smad7 idFik Al 2 0] DNA 45651k AL, NF-«B (p65) 14 G L IL-18 F1 TNF-a i 51
NF-xB M1 2808 s N PRIk, A 2] Smad7 /KPR i /& TGF-pL/Smad3 Al NF-«xB 15518 S 5
DKD "B i 4 i 45 497 (1) S B [9] -

5.1. #P% Smad7 FRiX

165 R FER A AL A< DKD B 41417, Smad7 (/K5 Smurf2 #H5<. Smurf2 & Smad7 32 &
R SRR, 5 Smad7 454 AL HE Smad7 B, — BB IE Smad7 # [4/# , Smad3 i JE 0T , TGF-#1/Smad3
EOF MBS, AN E DKD B AU SORE B AN AR 4E4L[10]. LEAl, Smad7 BT LUEE T 1kBas Bl
1E 1xBa FEA#E LA RN NF-xB 15 5 IRBN ARSI A (1 28 58 W0 K 50 15 NF-«B {5 545 5. BlE 7 nldid
0] Smad7 BT NF-«B 15 5B BK (03805, 1697 DKD B IE&RAE. %5 10H] DKD KRB 41414 Smurf2.
Smad3 1581k, i Smad7 1FRiL, 538 1xBo PIFEMEAT NF-xB (p65)IFIi% AL, B&{% TGF-A1 ME M.
MRNA /KF. IL-18. IL-6 1 MCP-1, 42kt DKD (15 £ g db M g hediidis . BRIk, 0] Smurf2 £
K Smad7 17 Z PR T RE L RE 1S 7 1] TGF-B1/smad3 /(B AT 4L AN NF-xB M B & 451005 B0 k% 0
B

5.2. 3%l TGF-p1 ik

TGF-p1 {E B NEh ik i, SR R AR 7 aEE, 68 T bk ES 4 n b PR i R FE R AR
52 DKD 15 IE 45 2 A A 98 ik e I B A ot 1 22 R 2 B TS PR RSy PT LUdsd i 1 TGF-p1/Smad {5 5
I 8 SR A SORE BN TR B IR . AR R RS MR STZ A 07 ) DKD K RS
H, T A TR 3R B I BRI TGR-AL s I ek 1 I w5 4 i P 92 Sk ek e 2 10 BRI A 4 i 9% RE A 4%
ZRSEIE WS ) 3 B AR A) TR R RS PRI DKD /N RV ZH 2 IL-18. 1L-16 fil MCP-1 [3R3E, il
TGF-p1 HIZIAM Smad2/3 HIBERR L, iR Smad7 ik, P, 2845 @i f#) TGF-p1/Smad il %
FIERE S SRR 1 T il . A RSN EE RS, BERA . Piergb SR uUEm.

6. &it

BT 5 DKD #2961 R IE(S 5 5 S0 55 NF-«B. MAPK. NLRP3 fll Smad {51l # . NF-xB {5
SIA KL DKD BT AR AESR A% 0B B . NF-«B 507 B, BT RIER FIEE, JFS5H
Tl JREAE T IE A G . TAKL B2 MAPK (558 () HE 2 FiFsr+, nTDABOE IKK #ill, IKK 3
filf 2 NF-xB 5 5@ 1 FiEr . MAPK 55 I8IBE0EE, BUEM MAPK 547 2 40 iz 35 g 1. NF-
kB, BN AR F 172 A o NLRP3 4 PRI 158 — M5 5 & AE NF-«B {5 5 B B0 /54241 . 7£ Smad
E5m T, Smad7 it 47 T NF-«B (5 5% S k4] NF-xB 2 5 M 05 -

RAEH T W% IEHE DKD B EH AR R 2OE S S iE R, RIEBUE R R . IL-18 5 R%5E
YRR FAM AT LLE NF-«B. MAPK. NLRP3 Z8RE/MASEE Si@ R, 1M H AR IX 5 5@ =4 .
TGF-1 MY TAK1-p38 MAPK B2 IS 70 T M= H05r+, 72 Smad A2 HIBEEE 73T A= 5 1
R, IE SOBRER T RS A RE DR 5 I 26 A SRS IR o Ak, SR SPE 22 Fh 400 (5 5 I D s o 9%
EHBEEH.
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H 2% DKD B T 2 SE 40 405 (1 18 15V B 2 80 . 20 RN AS SOME s p . 2B 2 48— P h 2]
DMEF T — A5 5 8 R I 2 A0 . Bilan, /NBER AT LARIE 3] NF-xB 15 5 1@ 26 H TLR4. 1xBa 1 P65
RIE . 2R RFR— b 25 TR F PG S8 . flin, ASREMEGY K RIS E2H Ry 1l LA
YEF T 3 MR RS Sl : NF-«B. MAPK 1 NLRP3, KX#i DKD & AEPE B il . ESREIEA
A s 25 0] LUVE T A — i@ AR B — S 5. B, BEE 7 Fl GRS R RR e A ) TGF-BL HIRIAFE il
Smad7 & 5l NMIARIFTRAEH . XFhZ @it 28 AIERMG RN EAEIEE, &N DKD Bk
R T I EEE AP AR UL, X EERRLE 2 FLEI A S 1. ASUNEHE S DKD 485E M S 4
P DIRRH) 4 A5 518K . BIAE R R R, g m o . PRI H 2% DKD '8 T 4 E 45
BikA AT S BB I TTHLE], X5 T DKD HIfG AR T FHT 250 & B B .
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