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0N T JUAR A 4 Il R T AL R AN ST 5 i F) 50
Ji . VIR EE LSS AN BURSE T IR R AR 5 7, 38 [ 437 46
400, H L ETH IR BUESE A b EE N K, KiE
JIR IR AR, ply T IR R S 21 2% 14 4R 5 kS T 40 AR 4 3R BB %
JF T 4iqb X S 2T AL L6 B AR O I H PR FRE AL, ©
IR PRL B RE R AR A A R Sy A P B T 1 B AR (SBC) 5
0 R B B PARR T U AR B | R I TR R O DR R
ifk (PBC), Figst SBC 5 PBC, HAT ¥ LA M BiiG 251,
A b, BB T % B 36 R 0 4 4k 058 25 2 E A 5 25 BHIFF T4
HR IR R T A IR 4 L SO F 4 AL Sh AR R R PR X 2
P TH, KI5 45058 & M FZA AL, AR SO RGN 1%
SR 1 A DL G
1 ERFE

i al i Wistar KR, SD K. C57BL /MR, ICR /MR,
G JHE B R DA TS A PR AR OR IR . BRI S )5 T B
i B Bz ok o TE T I 4540 T TR OE TR WO B2 R ULZ 2B I IR
140 53 85 IR U8 HL S BY T - 8K J5 A0 Uk 56 P G T L 4 45 L )2
R sh i s i # RS AT, 7ERJG 1~10 J&, B i )
FE T T8 7 4 AL AE DG A8 bR, B IR 20 20000 i 0 e 0 1R o5 ot
BN Xt HAT 4 U AT R A AP
2 tedistR

AR ) AT A (8 FR 4K 22 5 LA T $8 FR 7R A R 34 5
FH 25
2.1 JFHUGIE AR AR S TR R IV T R R R L A W
(ALT) \RI T4 AR B IL R (AST) Bk B BR B (ALP) L y-
4 A BT BRE (v-G'T) LB 21 2 (TBIL) |\ L 4% 040 % (D-BIL)
DL R i) 4 IH 41 % (IBIL) 5 3 Fh i .
2.2 &4 bigds I H R RO AR 45 SR L I 0E R A R
o DA S DA e T U AT 4 Ak B B RO B8 A 5 T I T R R R
TMEE AR IR A 458 E R (FN) L ZERE A
(LND & ] [8] 42 S e T 2F 440 i F2 5 5 2 F AT IE o F 33 HILAL
B A (o SMA) 235 ]2 2R 4 i (HSO) 3% 1L B9 | B AR &
R R AE AR R th R I W T
2.3 4R T AEABBEEHWEMMER T EEAL . L
oI 2% iR SR FE T (TNF-0) 2B K 7 (TGFRD) KL KL H
AR A 2 TAL-1 K-, Bk 2 258 5 4 )@ 2 1 B 2(MMP-2) |
I 5 4w HE A B 13 (MMP-13) K 3 i 4 s & 1 B 9 (MMP-9)
FEIB K T OS5 I I R 4 T AR B A B ) 1 (TIMPD)
2.4 ARG AR AR S Y i k4200 R A A
JoEH Ik (GSHD VAL A e H Ik (GSSG) . — & AL & (NO) A K&
I EE (MDA 7K A7 B 3 BC7E i 46 b 4 15 A6 il (SOD) 1 4%
A BB AR .
3 BmEER

Xof AASE AL 5 R 2R BT, B AT R S e B AR L
AL JE 3 6 PR DA R W S T T
3.1 PRSI HEE L (BDL) J5 7 d, #E R B ITE 10-6
7B 3 4 i NI O o N4 E L 7 N1 S O N i K 37 N 11
TNF-o ¥ J¥ B2 R B4 T2 B X (P<C0.05) , HEPE K R
5 ALT # GMT 7& M3 T R B, M P R BRI v o —
R A T M R R, AL U PR 5T 45 SR R M R R 0
JUE 2T 24 Ak LA R 4 i A A% L e A R Ay T E
3.2 FE KR X BDL J5 T 240 2005 B ol 25 — i 1 32
Wi, BT R B AR K BUFE BDL 40 d J5 RSB 7E 18 X IR
A 5 SR AT A Ak 3% Rl G 7 T S 5 & AR 25 R Y X
WGZ T A% o TSR R R T A 41 2000 2 B ok AE A% 86 AR 5
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B 45 H 20 SR AL b AR A S 5T K IR 43 360 B 28 AL T e e 2
Kp B PR R I B S R R A 5. o 4.7.14 Al
22 JAIRY W K BaEAT BDL, 4 JA 5 i A k8RB 2 A8 I8 00 1
HHE AT o5 A e ROk /b, B (64, 011, 2) Yo R (46, 4 £
8. 4) Yo , X S R AIK 11 B 51 ¢l 39 2 1) B RNEF AR AL R A TR . UKL
A %) Ty e D) B 4 0 1% 358 o S AR A R N DF . SO A I [
DA — SR IR A T i 5 A A S AR . T RO A e A
o, 2 U 1 o A

3.3 MR (A]  BDL J5 . B A5 B IE) 0 35 RS . 39 T IE £F 4E b
2P A A B KT L e T HE AR LA B 4 2B Ak A B A k2
HW Bk,

3.3.1 OR[EAS A AF 2R & AL W vk 28 BDL J5 T 41 it 3% g
WERIN, AR S 4 d BB S, N IEEHAAN 24 £5,
5t AE AL, IR AE b R A M R R S R AR B A (R X R B 5 R
B FEARG 24 hak i K, M IER 414189 50 fi5. BDL 40 d )5 »
JFF 400 9T 5 b 0 0 2> T DA A B 3R T o B ) 3, R A
BN SRR BT RA A 2 S0 AN A AR I BE AT i fb L X Rk
JIFL 3 DR R IR0 4% B0 A OG . T 448 L 19 46 % 4503k T BE FE IR VT U R
WA Jr s /b o (B b s/ R BE L T A 2D PR R LR A B B

#A SRR
3.3.2 AS[A] A A0 R oKk A AR B R R 7E BDL R
1.2,4.6.8,10 J 45 4b 58 5 K BREAT Al . 1T 40 2 4 41 4k

22 AR HT T 4 A F 4 Z (interferon-y, IFN-v) , TNF-o, F 41
M/ &K 10nterleukin-10,1L-10) LA & TGF-B 2k . ML i 7K W
A ELISA Kl . 25 59 5 %) B4l te %, bR 40 e [ + 7€ BDL K
SR 21 2010 2= 55 WY Sk 385 5 L OF: A o T 0 Ak 1) 0F 8 i 3% 2D 1S
Hifl7E TNF-a B ¥ T & IFTEAR S 6 A2 &g, g TGF-B
KBTI E—EHPIARE 8 A M IFN-y IFJo B 42 1k,
i 1L-10 ZKSFNZ 87 F B — B2 ARJE 6 5. K BUH i B 2
Liecyin i A= ol v | N D K= N S i o et R
ifit /N IR A K R T (platelet-derived growth factor, PDGF)-BB
1 B chain mRNA RiEE N E B 4[5 244 B I 5 A7 2 i 1
i, 35 g e e LA 2R PH A Y S A5 R L AT IR A
3.3.3 R AR AR L S S R K R7E BDL 5
10~42 d, JF&F 4 {5 i & e .1 B i mRNA =8 B E 5,
MMP-2 1 MMP-13 mRNA FiEEAR G 10~20 d 3 ik 3 5
KABTEARJG 42 d B WD R H . DNA B3 43 87 5os 76 AR
J5 10 d 45k 8 1 (calgranulin B) | 17 fi# P 2% 4K % Ji% (solute car-
rier family 34) . Jij It &% (thymosin) FIfL W2 [ (tubulin) 25 3% A
23k B E N AR5 27 4k 4k AH 5 i 40 i ) 7 5k MMPs/ TIMPs
Bk WK ™, fE BDL Jg 2 d NI 41 4 89 MMP-2 i
MMP-9 135 & T EARJE 55 10 Kk 2 & g, IF — HHF
ZEFNA T 30 d, 1 035 B R O MR B . BE I R O
Fh  F TIMP mRNA #5340, TIMP-1 % 56 AR 5
WeR.—HMMBARE 10 d.F—HEHFIARE 42 d,
TIMP-2 fil TIMP-3 ¥ ¢ ARJ5 10 d 7 w] A 0 21, fifl J5 5k — B
PRFFX FF K. FH 1) B K i 3 (reverse zymography) & Bi
TIMP &[G MR T & XI5 & i F TIMP/MMP JE i 2
Bz, 2R FHE MMP/TIMP S 64 F1 8% 7] & 5 H AT 25
e fb 7 %,

3.3.4 MR AEAER S R AR BB A A ARk KB BDL J5, 3
135 5 -4 Wl (5 -nucleotidase) \ALP DL & JIH 41 2 76 AR J5 Tl
3 R T L ARG X S AR AR AL R S B9 4 J8 P94 T R B
E# I 1/3.1/2 DU K 1/1007,

3.3.5  LAALN R ARBE A R A AR AL kAR B AR A R4
ZUNO K-8 FE T8 KA1 BDL J5 4 J& M i 2 A E K B3,
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JH- 200 it 5 5 30— 4 AL AL A 18 GINOS) mRNA 7EARJ5 3 d B ] #;
MELAEARE 3 FTHE B 34 R INOS A Rk HH
mRNA R KA H INOS 3% PE7E BDL J5 3~7 d & TR . B
W2 R X EFF—HBAR 21 &, 5 xF R4 b, KR
GSH 7£ BDL J5 24 h @& F 8 (+37%0) . ARG 5 d F & ik
53% 885 GSH #54 FE—H R ARG 38 d; GSSG fER G 6~
20 h R EREM. REREA . EARE 23,38 d F ik
100% . I3 M GSH 7K 5 5 JiF BE K 3 A1 17, 5O 4 15 78 52
YK, TS GSSG W 55 I I /9 AR 52, 7E AR J5 e TH & 4R
Jei AR o 3K S AR Ak, 55 1 0 4204k B 388 n DA B D20 s GSSG
iz i S g e

3.3.6 /Bl BDL J5 &8 43 48 br 0 A7 16 B . A B[] 49 8
BDL J5 8 h % 6 Ji] Z [i] 47 AH 5¢ 48 #5 By A5 I % B : C57BL/6 /)N
Sl B P A B A A 2 W T s s S PR TR A B R AR TER S
2~3d, 5Z VAT BT A BUi% 3G m AR J5 5 d 240 e 1 7
Rtk mig, RKIBEMMIGTHENRG 2~3 d R4 m/ME
EAMMETEE ARG S o EREE LK EERE 8 h—
HEIARJE 3 d. A5 )5 & 41808 5 Lk B 40 i A Kupffer
B L S R X MR R A EARGH 2 ., bz
J& » o SMA AP 41 50 & ok 20, TGFRL. TIMPL LA Ky T L5
J5 (procollagen D2k > , JHF£F i bt F a0 .

3.4 B BRI REBR 3l W B R BIF O B A R TRV DAY e
H, BT, T BDL Ay 2 P i B 3 A 8 32 22 i /N s AR
[+ (platelet-derived growth factors,PDGF) A ¥ 7 {HE {4
fifi (factor VII activating protease, FSAP) ., Yes A5 4 ( Yes-
associated protein, YAP) | #p f& H ¥ C5 (complement factor
C5) Bt E %S I F (hypoxia-inducible factor, HIF) Pl & TNF-q
SEREIN LB 5T 26 W3 86 5 R 78 BDL JIT 45 4i: 4k vh & 547 37 7E
AL HEAEH]

3.4.1 XF BDL JH-£F 4L H A 3078 i 2

3.4.1.1 FSAP %2 A AR B — Fh 6 21 22 Z R 25 X
Bt . 40 B A8 3R] S BOK G I AL IS W) A4S 2 R AR G R R
M2 A . PFFRFW FSAPG/-)/NRA 2T 4E b v 1E . 3%
BN o T LWL EH 2R 1 (o SMA) L T 8 Jig J5 J% 2F 4t 3% 35 5 1
(FND 3k TH & - S M 58 40 A7 & B0 FSAP X 445 {5 5 8 i B A
RO,

3.4.1.2 YAP YAP iy Hippo Mg 30 il X 3% 12 B 8500 F
TEAR HE HEAS 1 Bz 40 B DA K B 40t e 334 8 DA K 2B A7 v R i AR
. ZBx YAP /N IETE BDL J5 , A AL 3 BU s I8 45 48 7 ik
55 o [ 6 03 2 B 400 B 6388 0, JHF 40 B 38 g A7 ik
3.4.1.3 R ZIK[A(D) adenosine receptors, A(1)AR] 5
B A= BN BR FL A ACD) ARC-/-) 7 BDL J& , Ho I 2F 4t 1b 1 3% 5%
s T B IR A BT L 5 =2 B A R IR R KO TR
3.4.2 X BDL JH-£F 4 fb H A 12 3E7E FT i 3 1

3.4.2.1 PDGF #ZWFAHAGEHAEMD FEES . 5K
W PDGF-C(-/-) /N B PDGF-C #5415 3F A 68 Wl 2 IH 8 8 45
FL AT 51 A 1) JH 2 4 Ak 555 2 R 450 405 5 1T L P9 SR A A i L B
0 0L L % b 5 R A B Y R R A R AR AR B - [CC
A FHECA 5(CC chemokine ligand 5,CCL5) ,CCL2, i CC #4
L FZ 1K 2 (CC chemokine receptor 2, CCR2) JmRNA # ik
WA KW AL . PDGF FE (K 5 5 38 in . PDGFR-3 K L5 %5
f%3% (anti-PDGF-C group) W] i 2 5+ B 2 7t . IR AMIF 8
ANFETT R DXL £F 2 40 M rpox BE 2R 4 Al AR R
PDGF-B fl PDGE-D ({5 5 i@ #"" . 8 FI4t PDGF-B 9 fir &
V6T BDL /)y AT S 3 20 I 40 2 9 2 0l R I % it (H X
Hf % ALT ASFE G B m,
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3.4.2.2 FMERHEF C5(C5)  He(0)/He(0) /NR(C5 =) 7E
BDL J& 1 J& A4 I 2] AT £F 4 4k (F0. 5420. 5) , 1fif B A= %4 /)N R AE
1 BRI 4E1 (F2.0£0) .78 4 B G T4 41k LW i
Z5 . # He(0)/He(0) /N B RF£F 4L 7E 1 R BT R HER
J- 2T 4 AL 458 b W 2 RE AR S 40 if IR 7~ TNF-o 1 12 35 A, C5
= S 3O B £F 4E 4k X CD45 () 41 Jitg 32 ¥ ¥ 2 » MMP-9
FEIR RIS P i A,

3.4.2.3 HIF R Cre/lox HOAR P AE B 88 40 M Re e vk Bk =
HIF-1o 8¢ HIF-18 @B/ B, 2 X 28 /8 BUAE BDL 5 HF e 4R
U o SMA DL R TR 50 250 4> (5 HIFs IEH A ED B
I 240 i o HIFs $t 2 I35 08 52 0 BDL BT & B 4 43 DA B AR S
A P2 PDGF-B mRNA Je A £k &R B W20 i o
1) HIF & 4k Al 38 14 8 35 PDGF-B % A= 5 1 42 3k T 27 4 407,
HIF-1o = /N7 BDL 14 d J5 . H T BB JE M o-SMA mRNA
J HEE 1B AR T X B4, PDGE- A PDGF-B Hl£F 1 B 5 34 1
By F) 1 (plasminogen activator inhibitor-1, PAI-1) mRNA
KPR LT xR

3.4.2.4 B AR N E M (early growth response 1,Egr-1)
ZEORMYT SIS REERE, Az E
T (hepatocyte nuclear factor 4o, HNF4o) i 11 3 4~ DR1 JZ i
JUHE G Ak Egr-1 J3 3 . o A Bk ax 26 f B OG F BR g BR
HNF4a ] DLR K HUSS Egr-1 A3l FiTG k. /D it Rk
fk £ (SHP) 3L 22 35 1 31 i HNF4o 35 M, T2 LA Egr-1 3
F)F I, HNFdo W 2 M55 Egr-1 mRNA J2 HiE 113K 35 46
JZ s HNF4q siRNA 7] )3 2 Egr-1 mRNA K H & H B FEL, MM
i ik SHP m] DAEI3L X B0 0 . R 2 .3 3T siRNA il SHP
AT Egr-1 & A T BB )2 HNFda(-/-) /N Egr-1
mRNA K& HEHA FiF.m SHPG-/-)/NRFE BDL J5 ., H: HNF4q
M Egr-1 Rk R K TH &t .

3.4.2.5 TNF-o ¥FARNRAE BDL J5 A FE%H 60 % , i
TNF-a(-/-) /N R EAE 20 Ky 90 %6, TNF-a(-/-) /N B 5
AR AV LA B T o) 4% Jo Sk P9 B AL /N F 8 26 RN R B8 A TR0/ B i
W ALT FFi& % (268, 6 £28. 2) U/L i TNF-o(-/-) /N B K
(105. 9424, HU/L. HH =Mk H TNF-o(-/-) /N 4H
LU F B BAR 4 4 A0 B2 o AR Tl L 40 20 o SMA
& TGFB mRNA %A &% B,

3.4.2.6 2 VR T IEECE )40 4 77 1 (plasminogen activator in-
hibitor-1,PAF-1) 5 HBf A= RU2H LA, PAT-1(-/-) /N 7E BDL
JG W9 I £F AR BE AR 0 5 3% A8 b — B0 2 L 21 TR 2T g
G W) (tissue-type plasminogen activator, tPA) & MMP-9 1§
PETEE B PA YA AR K R (CHGE) (& Ak 34 m . 4
B S LA B i 3% e 1 PR Vi il £ 3 Tl D T A 0 T R O S 2
S, J TGF-BL. AL AR 20 M5 Ab s e i A= i34 T 22 57, $é /R PAT-L
B=yk/> BDL AF £F 4 1k £ 22 2 38 i 3% fb tPA f1 HGF™',
PAI-1(-/-)BDL J& 3 d. JHJHJE 45 475 LA e 9 24 S 35 IR 7 25 2R
LU DR B g AR A A SIS N2 DR TR e = A P 8
B T FE A A SR 2T R S s P DL R S TR & R R
it % P ey B B 4 AR WA R R R R R .
PR AT T 1 Tl D5 AT 0 T e T R A B B 22 10 A e AR K TR
F 2 -Met G161,

3.4.2.7 1M& %5 E 1 (angiotensin type 1,AT1) ATla @
Br/NE ATla(-/-)7E BDL J5, H I i§ G A S RES
W AR R RHARL » 7E 25E B0AR DL I F 446 5 1 . AT 1a (/) f{UH
553 1) £ 2 Ak CBF A 80 %o BEC 78 4R E B AR LA B ™ i e R X 4 4
A6 FIE TGEBL LA K iy 48 4 P /b, 4 41 i 2 11 g Joa i 4
{6 c-Tun Fl pa2/44 MAPK BEBR 162 18 258 1%,
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BDL 55 I £F 4 A A5 AU HL A s s iof 8] 6 35 &2 1k 47, X 3
W EESROR & H B0 R 2 506 IR IR IR R I A 4 A AR
ARARL S IR, M T AE T T 7 06 I 48 48 Ak S0 R v IR B P I
AL M 25RO B TN A IR B 308 B A 2 BIF ST
P 2 T R R A D TR T R R R Y 5
i PR 25 5 A1) 2 32 PR O T 000 TFF 95 2 Sy o A0 o TR B A R 4, 3 R
T AT ALY AE AR .

HR S IZ A AR JE 22 A 2 B B 1Y AR R B T R A, —
MEAE 30 % LA b TR P i B A L LR AR
TR 5 1 T2 42 A 10 R T DL R S W A7 TG R 0 Sk . R T IA
T 258 2ok 25 HU A 2 A8 5 O H IR BR T % B 2 2RR A
B A RUASE & T 30 2 I & 45 25 300 25 W AR PR
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