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[ Abstract] Emodin is an important monomer from traditional Chinese medicine radix et rhizoma
thei, which has many functions. In the treatment of kidney disease, emodin has anti-proliferation,
inhibition of excessive deposition of glomeruli extracellular matrix, anti-renal interstitial fibrosis, anti-in-
flammatory and immune suppressive functions, which are realized through regulating kidney cells,
Latest studies on molecular and cellular

mechanisms of emodin mainly involve cells and cytokines, like TGF-B, CTGF, MCP-1, and TSP-1 to

cytokines, growth factors, and extracellular matrix, etc.

achieve the purpose of treating kidney diseases.
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1.1 XPHARA KA - 152

Ak A= K B F--B (transforming growth factor-B,
TGF-B) J& T TGF-B #Z el i , B JIE PN BT A7 6147 20
JRLRETRT 73 A R 2R 3, J2 200 A 8 X ] 8 7 BT
HA A R AR HE R AR A i) OUEE J 1, DK 20 9 7 4
FRLA A= R, 2 U S B A Ak e A A K A
T AR B R IR B R K B R AR s
il B/ INE b B ARG 5RO 50 ug/mL I XS
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N TGF-B1 £ PR 8l 1% M HA — % M il 7 H
RV BT % B IR AR A T RO B 2R 3 R A
il PR S BB TGF-B1 Y3k, AT B AIK
B, RS AR R, Bl 0 it R 3
REE ] LU K BUE 2120 TGF-BmRNA K35,
I RSP AL IIAE T
1.2 X4 A K 15

ghak ] 41 K H F (connective tissue growth
factor, CTGF ) ) Je& Bl % & 3] % [N CCN ( CTGF,
Cyr61 ,nov) KIEM L Z —, EZAFE T KK ZFb
VAT, JUHAE B e b & i e, HAE W) 2 R0
F2 B2 e FE 8] 7e 5T ok Y5 40 M (40 2T Ak A0 ) B
GH ANMLANEET G A S 5 I T 2 e AL )
X, BT BL, CTGF AL L KN -8 (TGF-
B) B IR 4 R 22—, AR W 2 SO0 AH X B — T
REAXAT 5 TGF-B AR 5 JIE 25 4 Ak 3500, 38 o 410 i
CTGF B3R5 T LA AT 200, SRR S b By 6 Mk 2T 4
b, BERATE S5 WRoT & B, BRI B 24 /NI IR
B B AL CTCE (335 34 30 25 1
PR ZARTT IS BRI R BLARY 24 /NI PR 2
JE Al CTGF ik W] el /b | 3§/ K 3 vl fig i
I VR R K BUE IE CTGE &Ik ik 2] 'E E {4
PHYEM
1.3 X HREaEEEn-1 fs2

PR A B AL 25 -1 (. monocyte chemotactic
protein 1,MCP-1) £ "B i v = 225345 T 5 /N ek F B
B PN R A0 M B /N B A R R S P ) R
¥ E WA Ak R -, L 32 SR R SR A D0
B— BRI A P A SN, B 5T K B MCP-1 1E
Z N /NBRORE 8] B Rk 1w, HOS E DIRERY
RRELERRARDC 1 ar Sha Y RIS R B, W DR
KB 24 /N PR HE B R ZH 90 MCP-1 R IA I iR
B, v R BEEIAIT S AR K B 4121 MCP-1
FeIR S bR A H BB R b | ik R B R B R ]
REIE T A0 MCP-1 #2305 T 98 2 PR R B A
1.4 /MR E -1 B0

ML/ & 2K H-1 (- thrombospondin-1, TSP-1)
S IML/NHR 52 P 2 1 B S i 51 22—, %o A1 il A
ARG K B A LR T RN AR O TR A A B AR
FHN . FEXT 20 B B0 sh WAL A BFF 53 v R
TSP-1 JZ2 25 B WES I 14 9 B A= BRAS A it 7, T
T TSP-1 17 HE X BT I6 B /NG ] T 2 A A B 2

S, BINESE AT e B B 2R BRI R B/
& b Hz 40 TSP-1 \TGF-B1 ) mRNA F1E H £ ik, I
T UELE B ATEYE TGF-B1, I I8 2 B 364 bR s 1 [a]
JEEF 44k

2 REHEXEEARNRIE

2.1 R B A

Zo 0 1 M 1) R i R v R st
/INBR ZR PG L G, 6 5 1 R R A e A 2
RAE K T, f1e 7 41 g Ah 3 T (extracellular matrixe,
ECM) A B G i, DT Al 1 /0N Bk 58 0 At Ak 3ot 7
HE—2B I, XA B AN R B, K R A
T S A 0 A 1 G 0 35 A A2 AR~y SR A o R T
T p38 % LR Il ( p38 mitogen-
activated protein kinase, p38 MAPK) i & i fb i 1
0 R AN L I 4 Th R , SE 20 PRI B 1) & A
R, FANTE R, m B RE IS5 5 X B AR AN i
FEBE . b AT M R R R 0k DL K BE p38
MAPK 64k, K#Z 0T LLE i p38 MAPK 15 5
R T, DT i) o2 5% % 1) 2R I 200 it 3 31 5 2F
YEEILE H B RIK , R IE DR PRI B R £T 410 A 1
FHMT S IR 2R FR IR A K s 1) TR0, Ry
U MELT4ide Hran g s ia 7 S5 S it 1 S g e i
PIELN e
2.2 1iHE/NE LB AL Al

W /1N ] T 2T A6 A 2 I i 31 2 R M
B B A e B JUUREET 4 40 R il
P I i e 3 1) BT 2F Al ) o AR A, TR
JEA O3 Ao A op B NS b B AN M R R N
b B 240 M- JUL ST 4 20 (T 5 5 AR ) e o A I
— 1 # (tubular epithelial my- ofibroblast transdiffer-
entiation, TEMT ), & ' 8] 51 £F 4 { & Bl 1) 5 2241
i R Al = S R & N N I
TGF-B1 Y FRIK, i8 AT LU & X TGF-B1 /Smad 15 %5
T AR AT, M E R E RS ME R
HL (HK-2) B o34, i B ) e - 4l . BREE T
SR ML K T Bl S R
(TGF-B1/ILK) {5518 i H 2 5 B 18] B 2T 4k AL 1)
KAz IL-1B S8 TGF-B1//1LK {5 538 % 11
MiES TEMT, K& ZE 0] DLl ] TCF-g1/1LK 15
R RO DT RES IL-18 5 1Y TEMT, 25 I
B, KRB W] LUE o 2 R AL, ] TEMT, M7
RIFHATAAEACIVER



HERAPEEZS 2015 459 A4 8 B4 9 1 Global Traditional Chinese Medicine, September 2015, Vol. 8, No. 9 1147

3 REZEHMRERENFER

HAES ] LIl i 2 Rk i 5 805 ER A
TR E S 1) ke R e R EEAE M, B ILE
SECORIRRSR L, B /N L AR RE A ek Toll KE
ZAK 4 (toll-like receptor 4, TLR4) | &+ 74k K
(myeloid differentiation factor88, MyD88) 1% 4% 5%
F-kB( nuclear factor’ kappa B, NF-«B ) F14f ifd [ +
(interleukin, IL)-6 . i 98 A= < Al 7 ( tumor necrosis
factor, TNF) -ou 7775 45 55 HoA 2 i 240 i AH [R] 19 15 5
3455 iR 2 M (lipopolysaccharide , LPS) BEf% [
8 TLR4 X [H A0 3K H 1Y 3Rk, Jf Hal ik MyD8s,
NF-kBi& 1%, f2{fi IL-6 \ TNF-a 33 7=, K ¥ K g
A LPS 75 5:19 TLR4 L3 T 801 B /N 1 B 4l
Jid NF-xB 33 B 54k, DL AL F- 1IL-6, TNF-o i
JEF A AR T SR B B S S E RN, B R
HIfE GEZRAR R . Liu 52 WRE R, K
B F AT LB AR P2XT Z AR ATP 75 S0 o
AMPEAIFET , AT IR 2 0 BN, & 45 OR 47 U 119
VER ., KRBV R, KB 20T Ll T i
TNF-o 175 T B /NS LA C3 mRNA J 38
TR A /NS B R AR C3 Rt AR R
5 R A8 ) B 8 S I, DT PR 37 1 T RE | A 52 i e
bR, Fededs 57 BT KB R R B RS BAl
R PR A0 0 98 532 i) B AL A 3R B <
P4 ¥ ( malondialdehyde , MDA ) , i i3 4 1k 4/ il
( myeloperoxidase, MPO ) , if5 5 #I — & 1k & &
(inducible nitric oxide synthase ,iNOS) 5 & V£ ¥
TNF-o, IL-6, IL-8 7KV DA K i i N I B — 48 AL A&
I ( endothelial nitric oxide synthase, eNOS) , # %A1k
Wy 7 Ak W ( superoxide dismutase orgotein , SOD) ,
IL-107KF- R B2 B RS AR 5 PR 407, LR 2] )
PPVERT R 3R T8 o 41 ) 58 A o S e YT Y
TR, VB B U Jmy 38 IS I 2 A , A 30 1% B 2 ' U

4 KEZRNEEIMERAS M

A EL T ( extracellularmatrix, ECM) 7] DL 4
FRH SV B W 450, FLZH I 5 40 L A2 1k ik
P AN D BE , JF 2 S e 2SR FE
AL BT 1 B e 2 A B FL 20 21 9 3 By
ECM FRER | J225 Tl B ML o e 22 5 ) o 47 4k A 5
B /NERAE Ak T 2 2RI B e 1 L [ B R B, 2R

KA PO R IR, R R AT LA Ao i e B T 4 )
5 H M9 ( matrix metalloproteinase-9, MMP-9) [ 3
ik AR HE ECM YRR ok 45 HCSE 2% ' ) o 2T 24 Ak iF
FRVER . i — 2D WF 9% A B K 85 2% 54 AT L3 ot 1
il 4 8 2 1 B ZH 21 ) 59 ( tissue inhibitor of metallo-
proteinase, TIMP)- 1 Y3 3A K K 4% HGE 52 15 ] 5 £
AL BERRAAME I, Yang 55 BT R B, KR
08 2o 41 ) 2R A Y £ A % B 2R L R 8 NF-xB {55
T P B R TCF-B1 FNET 4 14 3 286 (A A0 o
FIK PR AN M S0k 5T ) AR DA Vi o A T 7
PRIGE W . REFR B A FEHERE, S0mE ECM
Rfie, s ECM YRR | BB A AU 4E 2% 1 () 5T £F
YAl B B /N ERIEAL

5 XEZHESH

REEARIGTT B MEBR Y[R b BoA — 5 1)
PR, G R [ G B LA AL (NTP) " W52 K B
RV R B 3R AT e o R B /N 8 A /N A
FRERAE /NGO RTIBE ™ RO EHIESE,
REFE AT LIS/ R IR M JE T, B 5 259k
FE N IR] BB AR DC O ARy 800 R B, KR &
T /N b B 20 M A B ORL R S P /N BR AR AR
FEOR, A NG A M e R o A T S 1 P AR s, TR
ARMEAEUE ST, KH R AR08 5 | 40 M P 2 TR AR
P 5 R i 0y A RE AR R AL R AR, 2 5 R
HRECE SRR PLE . TR 05T AR LR B R BETE
SN bR A (HK-2 40 g T2, R 2 45
XPR B R PE T HK-2 408 T /4 S AL 1T
T2, KBUR B R GBS HK-2 4T,
N (S EINIRST I EIVRE SIS S DN [ 9 A
R R ECE TR LAY H00E B 81 2 | 33 O I TR AR
A BN IR B 30 R R (AR AR 7R T B[R] g
BRI RSN KA

6 %iE

RHEEIATT B B 04 53 40 AL o) 6 468 1
FHT 4 56 40 8 I F~ ( TGF-B . CTGF , MCP-1 , TSP-1
A5 VAT A A B AR K DR R B AR RE S A
JINE, VA A M AR T 1) R . BRI, AR R
HRIGYT BRI R IR A 253 F K, e il
SETERTANRLR AR PR B [ 4 S S
G2 ()T PR FH 7 T WSO R Bt 3 {E B A 48 78 R R
XTI 38 20 7 2 | IR 1ML 5 2 S T R T
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