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Abstract The aim of this article was to investigate the mechanisms of emodin in antagonizing against organ

fibrosis, and to illustrate that emodin can be an effective Chinese herbal preparation for treatment of organ fibro-

sis.
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KEE (emodin) N =HHF E BRI EY, 2P
KREMEEGRRER, KECKZNA TR, FF
T fE B B BRAR R MIRYT . AEN A RHE
MEBEERBS  KRERNAHEN S KERIFEZM
MZAhb . KERRIEHR PUEFRS I E 5h, b7
300 51 P g 4 A ) o /B SR AR YT Sk LR BT AL
HREAMESEMHEY . ERMAEEAREE
HREWBELYEAIER,

HETHELHBH

S AL R AR RS 45 45 9 — Fh BB, 7E 2 R AL IR Y
SNEEAERHE, DL B 4b B R (extracellular matrix,
ECM) & # UL N R IER L 2. ECM R A K
Cin T BYRR TR T AUBG IS 55) AE I R M 2R B (A &F 4 %
BEABHEEAS) BREE (B RRSE) M
EAZRE. dRHUIERE—-1TZENHIESIRE, W
KAl AKEFHECM FZME R, SFEF4L
EUSMIERSIEM UL HARBRGARES %2ZFH
S Jo 40 M B S P IR BE  BOE T AR I Y W A M (i R
AE ML), BEBOE N 7, WS B ARAE M ECM 4
HRRE (i 2 5% Ak S LR &7 48 40, JUL 8 £F 4% 4 B 1 5
SRR 7 @ 5 W X EAEH T E w40 M.
) B JUL G F 4 40 Bl A ARk B IR IR % ECM R 4, T
ECM FIREfR /D, B 4 848 B 4 4 fb.

1 AHeFEa (1)ECM =440 i K H g1k .
FELF ALt R h X ECM 7= 4 2 8 224 A A0 40 Ma Bk
ECM 7= A4 40 g, U0 AT 5L IR 40 B (hepatic stellate cell,
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HSC) B /INBR 2 J2 40 M0, it 10 2T 45 40 g LA B g B 2 AR
4 M3 ( pancreatic stellate cell, PSC)%, IE# B ECM =
A2 FBRA  RIEE SN ECM 7 4 40 i & 4
A, RSB V] B BN T &
BKE ECM %, ECM =4 40 i i) 1% 1L 2 £F 4 1L E
RS ED . (2) WURELF 4 A0 - AT AT 4 40 i
BT ECM 7™ AC 4 B % A0 i oK , 38 i 20 W5 40 Hie IX 5
ECM MBS ZHEEM, IR 4840 i 23Kk
o3 WL L 3 2 H (e-smooth muscle actin, a-SMA),
BT 4 ML R 3K o-SMA B H G X4 iR 57
(3) E MR M - 5 gt 240 AN 30 T 0038 ECM. 7™ A6 40 i
WHREESWAREF S5 444K &, i Bk el =
H ECM, H#3 54 %L IR .

2 HMIHFRER HKERETE ECM A4
B35 A AR PR R E R . RS AT
440 B 3 TR A1 AF R 2 A4, AT E 42 4 4 4 5 L ECML 7R
RBMAEMLERBIRERZEYFEML. (DL
4 ¥ H F-8 (transforming growth factor-8, TGF-8):
TGF-B 4B EERER T, BB A T H
MuA K ET L LR ECM M & . TGF-8 MY RS
f % ) 4 M 2% 1% ECM, T EL 34 BB 3R 3 728 (3 8l 410 o1
A9 A BT ECM B . (2) S8 4VE K
& F (connective tissue growth factor, CTGF) : Bf TGF-
BYES, A NFE TGF-B ¥l ECM & ALY i 2 i o
B R B S R Y TGF-8 3, CTGF # 77 4
B, U A I Y £ g A RO, {H R 2 TGF-8 Ml CT-
GF MR o] L S BK A gAY, (3)m
INAR AT A 4 K R T (platelet-derived growth factor,
PDGF) : {£ £ 4E 4050 1) & i i B2 0, PDGF % UL £F
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YA B ) B W AEAF R R T IR AR A
PDGF #4F I B8 F WL 45 4 41 fid 2 T 49 PDGFe 1 8
ZRMAREE, EAREED, HZRWFES,
TR K A 9 2 BB, 48 0 40 Jfd 2 BRI 388 38, DA
ECM & R (4) B 4F 45 40 s 4 &K R F (fibroblast
growth factor, FGF) : FH P4 & 1L 5k il 2 BT &F 4 1k 8L
BB B FGF-1 Fl FGF-2 BR% v i BRI £F 4
Ak F2 B4R, 28 FGF-1 #1 FGF-2 W ifE 4 2k 40 1 3t
B, (SR EREKH T4 A% (insulin-like
growth factor binding proteins, IGFBPs) : IGFBPs 7 8¢
WIS ECM M7= 4, I T 78 45 & P i 4F 48 16 1)
R EAE Y, (6) A 41 A & (interleukins,
IL) : 1L-6 W58 i sk TGF-p, W15 5 R 4 i 12 #F £F
ML R AN, BRI RS IL-1. L2, IL47' A
IL- 18" A g (bt B R E e . (DI
W EHEF R K E F (epidermal growth factor,
EGF) \WEX %,

3 mMEEHEYERMER (DEEmEZEKRER
% 4% (renin-angiotesin system, RAS) :RAS R & —
MERBERG, HAER RN BRYSE, K
MHEFEERME E %K ZE I (angiotensin, Ang I ),
Ang I BR BA M sh 124 4E AL, BA A K E T M
REF AL T4 L. RAS 87 B R A0 IL& 44
R &P EEM . (2) WK (endothelin, ET) :ET &
SREA A 48 L, X B R 0 L T U R A ) 7 4 AL
A —E R IR,

4 ECMREMmMS ECM BERRT &M
Femmmi s, EBE T, L THETH. W
BET WL FRERES, ECM 2 E QKRB
i, J5 A B AL FE A V8 i R B80S 4 (plasminogen ac-
tivators, PAs) fl & i 4 B & B B 28 (matrix metallo-
proteinases, MMPs) B K2, FoA: B4 30 ] 9 53 31 4F
BB R B GE Y MW H ¥ (plasminogen activator in-
hibitors, PAlLs) fl & J& %5 [ B 40 25 W % 4 (tissue in-
hibitor of metalloproteinases, TIMPs), #% B £F 4k b
B, LU ECM e % B 05 L I, AT B 1E ECML
i, B4l ECM o LR,

AEEABETEULNIERNH

R R, K Rl o £ R 4 X 27 4 46 A 2 45
MIRIT R

1 R RSB R EBESEYX
KBIFA BRI A RER THGT, SRBHIE,
KB R T IR BRIMTE ALT 981 B 8L 1 8. & %
R, 8EN BEAREIE, W HRE SR KE

RTMA T4 55 AL 0 8w />, IF 402455t
BEE EAKREEAGRPHARER. EHEAKM
B R AT 4T R g sh R, R E X fi g
FFERTRREREEINAHELHUIEZ —, Apte MV
(050 B Ar T A A I R B 3 9 PSC K 3K o-
SMA, J& & EL & 43 Ift & 350, 7 {3 JB8 BR A it %55 9 T R
JE 5 SOOI B B am , A T B B R T A £k A JBR R S I
4, KREE TP KM 00 R R,
K B 0] I R TR 04 4R 05 T 2 B AT e AR AR F
E—TRE R AT, 20 518 iR 4 &
BHHTIEAN 30 B BT R T 1 BEE, T 6 68
HPRBRGAE R R RE ., KA ERZ
B R 7 A WY N B T 5 4K PSC, Z BRI (B)) Z B2 &
2T B A G AR A R B0 2 BE T I B PSC AR
ECM™ [/ Ik 8 F B A AL M B 4 & s 20 15 A
A RE N B 4 bl il 2 — o RAETELF e &K EA
PR REEEM, — 7 R AE 5| & 505 40 M 48 45
AE R VA 1 41k B A A, 59— T ThT S T 440 L 1) 6 E AR
PEIRFE , BT 8 75 AE LA B WA A, B RCE KIS
T RIAGHEAENEE, KEXRA—-ENIRKE
AW R — R BE b8 A B R 1 PO 3k B B AR 4 1k
FIYEYT o

2 i ECM 7= A 40 M i 3 A AN S Ak, 15 5 L
T ECMPAMBESRELHRERBREERE
Flo KB EATH0H K R HSC 858" 0 i i 2F 45 40 A
RS S ELAT 0 B D) R R T 4 AT L B 3 7 AR
HATHERY, R K E RO ELMH ECM
AR AN R A IR T, AT R P A 4R 1
Mo

3 ERBA4EIamETFREZE AREFE
ECM =AM Eed R T EREER, KEE
] LA 3 %oF 40 M PR 0 1 R R S B L B AR 4R kA L.
BEFES"MKREITAEMEHARERETH, A3
EHAA R, KERY TGF-p1 FamAH S,
i TGF-3 RAAMIBPHWEERERE 7, R KK
RS MH TGF-p, k &k P4 44 AE A 5 Imanishi Y
U BRSY K ¥ & A R 5 PDGF X AT B 4R 40 M i
YER, T U8 B 47 AL B K J& 5 b AN IR TR T 3R 9 KB
FZ A [L-18.1L-6 &4 sV M B AR 15 1L T 9 B 410
J IL-2 mRNA B 2357, T e 28 & $ 40 247 4 b4
Mo

4 A% ECM & B K FEM, i ECM TR i
I35 375 WH BT R B U2 K % R K T BB S B BT 4F 4E fu R
B, 2 BT 4R 4 4k 8 PRAR I I 08 27 48 45, X K RUIT &7
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ERSEEA LR, R KE

F TS B IR RR B R R MR, bk
HHE TR B R R A " Knittel T %% % 3
TGF-B, 7I 3 5% fF 2R 40 g TIMPs #9335, M T 410
MMPs, /0 ECM F&f . K F WAl M H TGF-, X
TIMPs kR, B AL ECM FEf# .

B2, a8 B A AE AL R BB BO I BE , LT SR X

TREMETEAEREEMNEL . KERERIIK
HRAADARAER, FRIFLURER N ERF
20, i — 4 R RN Tl RIRIT , AMUF R
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