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Chinese Medicine in Treating Diabetic Renal Fibrosis: A Review

ZHANG Sheng-ying, YIN Chang-jiang, LIU Xi-gang, YANG Kun-bao’
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[Abstract] Diabetic nephropathy (DN) is among the common microvascular complications of diabetes.
In recent years, the incidence has been on the rise with the increase in prevalence of diabetes, threatening the
health of human. The early stage of DN is characterized by excessive accumulation of extracellular matrix
(ECM) and thickening of glomerular basement membrane which result in glomerular mesangial proliferation and
massive collagen deposition. The late stage features glomerular sclerosis and renal fibrosis (RF). It has been
confirmed that RF is the key pathological process for the development of DN. Therefore, it is the research focus
to explore the pathogenesis and treatment methods of RF. It has been frequently verified that Chinese medicine is
superior in the treatment of diabetic RF. It relieves diabetic RF by regulating transforming growth factor-8 ( TGF-
B) , secretory glycoprotein (Wnt)/B-catenin, nuclear factor-«B (NF-«xB), Notch, mitogen-activated protein
kinase (MAPK) , and other signaling pathways. Therefore, this paper reviews the pathogenesis of diabetic RF
and the treatment with Chinese medicine, which is expected to serve as a reference for clinical application of
Chinese medicine in the treatment of diabetic RF.
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Table 1 Pathogenesis of diabetic renal fibrosis

BRI, Ok 25 AT 36 3% A i 8 Sy ) S O Bk o
X FAagf Lt R RAZEEENE L, ECM
i BEDURUR T EMT 300 B (8] J5 o8 21 48 40 /AL
S 2 40 AR T PR AR Y 20 R A B AR A AR R i AR
R E R SCHE ZMAER N ARk, 36T 0 RN
B WE 2T 4t 46 % 5 AL 00 BF 58 © M I 3R 3 97 2 i
Jig A 25 A 7 F8 AR 2 R B A0 A K R L
T 5 A PR R SRR R L
{5 5 18 % 40 (Epac-Rap-1)"" | 43 4 Y B & 14
(Wnt)"* Notch'"* 4% , W] B 76 IR B JOE 47 4 1k v
RAEEEP RN . HU S L, A R
I 240 it #5 BE 43 0 % 4k R K 7 -B(TGE-B) I # ik
TGF-B %A, 8 i [ 40 I F 55 43 Wb i 42 2 5 0 JR s
B WE £ 4 1k i & A R & 2 . TURNER %517 % i 45
g5 A K I F (CTGF) 7R 5508 PR 9 1B J0F 2T 4 b 2%
VI SE . TANG %6 ) B 7 5 I 200 Jf 76 DA BT 46
FI)'EF W27 Ak & R R R EZA/EH . KLESSENS
LRI 5T 2 W G % AN M L A0 5 AT AR LT AN i A e
K2 0 45 4 RE A0 i Ty BE TU 30 AT 0 W DR A AH 56 £F
44k, TRIONFINIZE ™ [#iA T miRNA TG 2K 8 1]
A 5 B 20 0 3h 25 57 i A EMT 18 2 B 3K A K 5 47
YAk FEE /INER T RE B A A SS9 ECM LR, LV 220
FIUMANATH %2 Bl Sk R 1T (Ang [ ) B 5
WHOE S5 TR B ML gAY &R L R IR
95 B I T Ak AR AF 5 0 R, T & BVR A 2 9 L & L
il T e A BIIRYT ik B 2R S T T
Ko WEIRIA B IE£F 2 fh % AR ML RS DL 1,

25 AR R AL 27 3Lk
15538 % EPAC-Rap-1 Wi A I B(AKD /p21 8 H 35, {2 BE B /NS A1 IIE K \ECM LR [8]
Wt Wt 1 3 35 Ui 3 2, B-catenin 76 HL AL /N 12 40 A 4 1 3 SR AR DT 008 08 B DR B E I R (14
B BT 4k 41 B T 1K
Notch 5 /N 18] BT Noteh 1 4 1134 F iR, {2 3 ECM 9T [15]
4K N TGF-8 AT 53 R 55 43 v R B 5 W RS L A AR 1Y K A R R R [16]
CTGF CTGF 5 R 40 M 3 1 (19 % & K LU p42/pa4 22 ZLRE AL IR 1 EE (MAPK) MBS IR BENL (17

15 33 (PI3K) , 5 2 ECM 75 & I X R 42 2 5 RO B MR 27 4 AL iy 2

BT 1 B A0 B 2 B — AL R /DR AT A2 AR K I (PDGF) (A & (IL) MU IR (18]

HEIR T - (TNF-a ) 45 K] 7, i3 £ [ 7 g 4 S5 BOWE PR B ) 5 27 4 Ak

T 20 i FUIE R 20 M T LA 43 8 5 PE 43 F L Wy T4 3R B TNF-a, DTG P9 B 4 F LW 4 i L 15 [19]

S P B 200 L 5 AR S 2T AR A, 7 DR AT DG T £k Ak v A 02 2T 2 AR AR )

B 8 40 it [EX
T 20 8 K 20 it
HoAls miRNA

5 55 A 5 (1 ECM 25 11 B &

Angll B /NER T RE RE AT AR DG B9 ECM B I BUR , Ang IT S5 8 30 S5l 0 98 /N A8 B2 A i 40 £ B YA
KRR (2 HERR DR S AE LT 2 Ak

miR-21 2 Vi 1T i S 300 40 i 3 245 37 i 0 EMIT 2 108 IR Je 555 PR s B 0 &7 e Ak A ek o ie [20]

[21-22]

- 276 -



28 B 111
20224 6 H

HEXBAFZRS

Chinese Journal of Experimental Traditional Medical Formulae

Vol. 28,No. 11
Jun. ,2022

3 HFEREBHERFESHETHENL
31 TEHEXTDNMICE DNE THACES
P AE A, v By 8 T L9 PR AL RE IR A A G I
BORZ B R R BT B
=) R R AROK BEARAE TR N R R
BN, B DN OB J R - B
(TR FEVICE W B, /N ek an BERR 8 7R
I T - b A AR CZRR R R R ) R e E A T TR
Jei B e 3, AT T E R RN D 3 T R
Je JA AT M B K 7 A N 2 - ) IR B U
WRALCERZO . ERERE MEIE AT
DN 1) JRAE R 2 145 09I DR 22 A Sl AR AL
S 2 351N 0 DN R 5T 1 ke 150 358 2 704 V8 s A
AN KB BE 9 8 A AR 4 T 4 ik, BEL A
I TEH 3B AT, 1 AR bR S22 E o TS [ R
W DR 55 B IUE 2 24 16 0 00 05 AL A S [R] A U A,
RO AN AR N 8 15 AR DR O A 45 AR
T YO BT & A AE W DR B 2 4 b o R e
] s AT AT R8BSl — R B0 (9 IR 2% 5 B AR
T K v S P IS 5 Y B BEE 45 A 4R B R R
LRI T IE W H AL, 5 BB BE L 8 A
B 081 22 0 B AE B 24 KOY B R R
T WIRAE R RS 2 R AR I, AR
ARH, AT RTAE I Z 7 45 A 08 R B £ 21k
I B RIS A /N ER R G A TR | AR L ST R A
B /NER B Ak S ok B SE PR Bk R R R &
FU I 3 AR 3k AR 45 TR T R DR U £ 4 Ak
PR LT BB AR v A 0 AR LA O W IR s
JUE 2T 2 A o AL i TR SRR K S ik B AR 4
TR 9B B B A R R U 2T AR R
P A ok R AR R AR AR 5 A AR E U 3 9% i)
IR R G IR AR 28 25 3 T R RS 1), D AT 956 4
GRS AT R A R S | I A5 A A ER
THAEANWZSE ZH, B ARTESE . s3]
SRR Ry R R OB B2 E T P A ORI A 55 0 AR 5T
T K A7, TF 2R AH S 00 O S BB s AN AR B2 L H
AR AR R X A AR R AT Ak e R s AR
Gy R REIRES CREE K S BRI RS =,
IF IR T 45 30005 B B AR AR A BT S [ ML B
T 1R PR s B I 2F 4k AL 2E AT AS TR 3R 97, BV BEIE it
16 AT IR B FH R DA I ROR
3.2 s H R RO B NE ZF 4E AL R R
U SBX HE BR  E U £F 4 A 1 B AL I i R I B
W, I BRI R R % A AR A AR A B 0 5 R

YR IRIT T B Y . SCHRRGE T B B e 4R
S WO PR BT £ 4 A T B 53R 9T, B9 & B
Hh S T 5 96 7 B DR A B R £ 4k ) 3 AR D D) 2 4k
ERAS, A T (A &) Id#C IER AN A
AR Mz g, AR, L E A R oo, 9
7S MRS A B B i TE AR N AR e AR T A
THEAE VLD AR R OE AR R | [ AR B 0 IR 9T B U Y 4R S
T, B PR H HE I R Bl A P OE A, DR R Y NE
4 T o b {c AL N 7oF =R o N P e
JfL 5 U 2 A Ak G 2R L A5 v 24 B IO A AR08 A
FE— E R BE b 0] LA JE A0 8 - LA 2T 2 41 5 4y
Pl B DA PR DR 2T 44k . X 5l 250558 T
BF) BH 27 156 3 18 DA L5 A8 BL A4 P B A BH 7 11 g B AR
fload A2, 17 P PH T I 308 265 32 7 36 DR 9 5 IO £ 4
b, R IR YT B R B IE £ 2 AL B2 10 T 5B A 8L
4 HZGTETT MR R IR B B T 1L WL HI B 3R

W kB, BRI S I itk S 2 M N EG
%, F A5 TGF-B,"" . Wnt/B-catenin . Ang Il . #% ¥4
S W T -kB(NF-kB)"** [ PDGF . TNF-a . a-F 1 LI
B M (a-SMA) 41 4k % 4 5 (1 (FN) 2 K & H
(LN) FR#i I 20007 e 45 4 %5 1 (CREB) \MAPK
SR AR SO BOWE PR IR 2T A Ak S5k L L
A A & . TGF- 8. Wnt/8 -catenin, NF- kB Notch,
MAPK  Ang Il . 4545 2 214 K+ (CTGF) iy 2}
RIT PRI TSR
4.1 2545 TGF-B/Smad {5 5 18 B4 16 V7 B IR % B
IE£F etk 2 T 5% 3% W TGF-B 16 B IR 9w K R
B E R A B R Y TGF-BRENS i i s £
AN BN T R A0 32 AR R £ A% JE 2k 1 Smad K
55 A% Tl I AKt/PI3K K2 RhoA {5 53l #% 45 , 2
HE BN 1R AN U R AN A L 2T A Al Y
Bl A O U0 X S A DT T A Rk S R 4R R
F1 RIS R, S O A 35 5T G ik AR 3
JE o 12, SO 40 i A1 2 T TE , 0 B NG TR B £F
Y AE RN B /N ERBE AL, AT W TGF-B/Smad {5
Sl S AE IR BN e R EE A . M
58 A5 F 5 45 B R B R LRI 2 ) 1 ) R 6%
A U N A TR) ST 40, i TGF-B 19 2% 3 W]tk
Rk AEC DTG ZE 28 DN K BUEF 2T 2 1k . LTSS BF58IE
HH & 0 5T BB 22 Ak 2 IR L R N A
20 A TR 7 AT A a-SMA | TGE-B, i J% i 3405 L
5 W DR K B IE A AT S AL . P TR A
W 5% % BUAE 1 18 13 70 4 TGF-B,/Smad {5 538 5 1)
P AR S Ak L 98 401 405 B 4 RE B R, DA T o T

- 277 -



28 B 111
20224 6 H

HEXBAFZRS

Chinese Journal of Experimental Traditional Medical Formulae

Vol. 28,No. 11
Jun. ,2022

W DR B R £F 481k 9 i . ZHOU 4510 52 56
53 2 # Z 0] T I8 Smad2/3 2R 5 , AT % 2> Smad
Wi PE TGF-B, 15 5 5% S 38 B A 5 1 100 2F 4 48 i 3
B AT ECM R DA 17 9 22 W PR s K B 4F 4k Ak .
TR S & B AR R i T Ak R R DR g K
B Smad3 % 2 1t , B 8r TGF-B/Smad {5 53 fi% , 7T %
FEGURE IR 9 B IR 2T 2 Ak AE o 5% Mkl 25 1) oF 5
R, NS B2 nT LU ad bR iR KRR
2 UM A0 AR A R 9 s T ] TGF-B, % ik
VT U6 22 96 R O U 2T Ak o B S AR B g &
B 7S BE H #0038 5 98 4% TGF-B/Smad {5 5 18 % ik
B DR K B R 2 A 400 40 TN £ 4 Ak

4.2 " 25 JE ¥ Wnt/B-catenin {5 53 B 16 I7 0 R
B RELF i K E TSR W, Wnt/B-catenin {5 5 8
% 7E DN E 2Ry h B B U 1
R B B N ) BT b AN o-SMA Wt Y
FIKB £ | B-catenin 7F FLAW B /NS R MY
A GH IR AR DT AR 2 U [V B 1) BT A 240 T A
T FEAt B /NS B) T 1 B A0 M 1 R MG AR (AR R
U ) S5 2T 4 A0 B S . X SO ST E ST R B,
T 6 1] N M Wnt4  B-catenin ) 3 ik , ZE 2% B IR G K
e = 1 W1 B R iy - LT ST el 0 e a1 1
B AT 3 Gk s PR R BREOE 2 2 Wntd
B-catenin 25 [ 32 ik , I 2D 21 4E 40 i 19 A A, 9E 2% 15
JUE£F 2 Ak 1 R o R T SR 9T E BH 25 B AR T
T8 1 30 il Wnt/B-catenin i B FH 11 2 40 i EMT, 2% fi%
LY N = 1 S C A VS R I N
AT S WE 2K 245 Wy i 1ok 4 1] Wnt/B-catenin {5 5 i F§
PG, A RO BRI A, A G DR
Wk £F HE A g 1 — 25 & A o A A OVIE ST A T
FIEAKR AN BE W B 4 ) Wnt3/B-catenin 15 5 i #% 1)
WO L A SO0 A EMT R i T 4 20 S 5, A
BB 57 M DR R 2 A Ak i AR

4.3 2§ NF-«B {5 5 38 B 6 97 0 IR 15k 2F
Eft  NF-«BJEDNBUR F 25 5@z~ Y
NF-«B {5 5 18 % 85 3006 o, 25 B 40 i 7= A R e
JRE, DT o S DR AT A Ak i R . DXL ) NF-«B
I B PR T RO BN AT Ak PG A
HIF 5% J BN WA M 3 LA ] NF-wB {5 5 0 B 35006 ,
T 6k % i R 9 R B JUE 4% SR 4T i 9 Vi R DR T 4
bk FE o B PG T 5% 2 BH 2 5 K AT e A 1 )
NF-«B 4 9iE £ 5 38 HEH0E | 80 B T 40 92 0 , 2% it
Wl PR R B IR AT Ak kR L AR /N BRI Y R
PR, 58 L HF AT 2 40 ) NF-«B {5 S5 H, B AR OBE IR

+ 278 ¢

s R BRUE IR A 20 AR A AN i PR - e R U 4T
fbo Soim AR % K B % T LAREAIR DN K BB e 40
ZINF-kB Rk W22 B AT 2 Ak . T 2% e 50
KB, M He FonT o 0 s PR e R B BE p3s
MAPK/NF-«B {55 5 [ (% B0, 18052 9 0E 41 il 3=
T, AT VR A DR Y UE 4T Ak . ZHOU 2T 5
F W], R 1 38 o 0 i) TLR4/NF-«B {5 538 4
T 17 ol 8 98 F B I, 6 AR s 1 48 240 B 3% 35, AT Ok
ZRHH PRI KBS R LT e AR i K R
4.4 25 Noteh 75538 B 16 7B IR B JIE£F 4
fb Notch {5538 I ) 12 £ 16 T4 HE 2 W F1 JC 5 M
s, & Noteh L4 Notch 32 44 F1 41 Jifd N 240
G20 e R ST fE E Y  E a A F a
It ] F S B0 T 9 Y 40 e A BEORORG BE O R L R K
B /NG 8] BT Notchl 25 1 3R 35 55 05 JR v B 8] J52
2 4 Ak 3 V1A 2, IR I A ] Noteh {5 5 38 % 7] ¥R
J7 B DRI B R 2F HE Ak . T8 25 Mg S 70 S S 0 TE S
P05 [ M Jise 5% 3 1o 8 5 Noteh 38 #% 1T LA B A 4 PR
KBB4 4h 2 ER5R 7 1(Hes1) Ml CD34.,CD144
HHMRIL, RE TR E R 2E 52 B IE 21 4t
b . W AR LB, R AT B A T
i P8 ¥ Noteh {5 5 18 1 9 42 0l PR s K B 4f A 4% 43
Ak, DT SIE 22 4 DR 95 B £F A fb b AR . R &
FRESLEIN St giE FNERTRIE S TSN
B A 8D B /INBR B AR T RE 9% 4 il Notch 18 %
TG AL, 3E 2% B I £ 2 Ak R R
4.5 125 5 MAPK IR 9T BE IR R B OIE £ 4k 1
MAPK & — 21 B8 ¢ AN [R) 1) 240 Bt 41 5 35 0 8 0 14
22 5 R /95 S R B VO, 1T LAY S 0 A S 1) 2
JL N A 36, T VT 22 A2 ) 2 AN, A4 A A B
TR HGEE L or A R R 3R G RT 43 o 4 L A1 9 T
1 A (ERK) . p38 MAPK | i/ 3% 7 1k 25 11 i i
(JNK) Fl ERKS 4 /W Z 0%, 43 AT AN TRl Dy g7
R K L MAPK 55 i@ %2 5 1wl fe k1 1 A
B2 I B4 A B, 0 T A R AT AR TR A R 5
WE B, 2 2 00 AT B IR IR 2 208 IR 1k (p-) p38
MAPK & F iif p-CREB %& 1 1 £ 35 , i /> ECM ¥t
U, AT 98 5% DN /IS BUEF UE &F 46 A0 R B . B e
SRV o 528 UE 5L, R MR 22 0l L i p3s
MAPK K& & 4 15 % # #% , T ¥4 p-p38 MAPK,
p-CREB FN 4 [ & ik , i 45 15 1) DN K [ 2H 445
PIME S, DT HE 224 DR s KBRS W £F 4R A e . &
FUBE ST FE B 38 0 45 T T 9 p38 MAPK G |, Uik
/b p38 MAPK 1) 15 R 1k , % Ik p-p38 MAPK & H %



28 B 111
20224 6 H

HEXBAFZRS

Chinese Journal of Experimental Traditional Medical Formulae

Vol. 28,No. 11
Jun. ,2022

KLU ECM, 910 088 b s /1N BB JUE 27 24 1 1) 4 i
4.6 PR Ang 1367 WE IR AG B ELF 4516 Ang
IREZRE-MEZKERE T REENAEDIEEY
JoT, AT LA 1R I 3 Bl g A AR S B0 iR T ELAE
R —Fp A A K R 3R T DL T £ B A i T
1) 23K, I 78 B W 27 2 A (0 & 8 vp ke G VR
% i 2 OE 9 2 W Ak 9 3 4% Oyl Ak o i A 5k
KL 2 (ACE2) I W6 40 it 1% 1k 25 & 1E (MAS)
mRNA J 8 (11 R ik, 2 i ACE2-Ang-(1-7)-Mas
Bk EVE R FRACIR 88 11 X ECM 2 BE DA, X} DN

®2 HHRERENESERETRRESEFHEL

RV IIE R B0 O A AR o A 5P AT I PR AT 5
F IR S M 85 7 A S U A A IR R A ) DN g
WY 5 o AR I R IR s AR R L R IR S
M, F5 BT 2 - Rk R RS, M Ang T B9
T 0 R AT Ak . X RE S RESE R NS B A Al
b 4 DN K BB IEZH 240 ACE2 363Kk , 544 Ang 1T Y%
fi# , FAG B E of TNF- \IL-6 \ TGF-B, . | %I J5 & 1
(Col- 1) .Col-TN % % 1 (9 35, 18 5%t Ang T A 3
SR = TN =W AR @ 14 o D A Lo e s NI i )
5 30 IR TR PR B IIE 2T 4R Ak A5 LR 2

Table 2 Chinese medicine regulates different signaling pathways in treatment of diabetic renal fibrosis
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