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FH, [RlBF NKT 4l %5 C-X-C B ¥ afbH ¥ 214k (CXCR) 6,
FUmLPR CXCLO FETK7E N B 40 M T 5 I 240 0 2 T, TR et
TELFAEARAE R o B 4RMLL4 5 TF 3 Rk B0 20 i f) 50% |, 1
DU S AL T 09/ BRHF B B3k L 40 i B 2k 9 /)8 Bl HF
AR I SRR ™ /IR R 2 15 4 SR Y T A
H7 ki PDGFB Ml TGF-B & F HSC ¥ 4k 1Y = %2 41 ffy
HT
2.2 HSC 7#E4bh IF 4 b 0 30 3% T ARIRAS ) HSC 2
P ECM B 40 i, A 9 ECM AR WL ALAE Disse [AIER,
A ECM i 2 Rt A IV B S B R 2 B 22 76 1 2 1
(HSPG) FZ B 11 (LN) #5481 30 T 20 i s ™, 3%
ECM )% & FIVRE J& 339 0, [7] Bk 5 L9 ECML L il TGF-B
PDGF 40/ & A7 (HGF) (2T 4B 41l ffd 2 K IR 7 (FGF) |
F A KT (EGF) \VEGF (%5 45 20 41/E K ] T ( CTGF) 4541
it DR TR AL DR T Bt A 2, LRI AR HF 2H 80 arss 0"
X LEATLAR 8 13 % A B [ (intrinsic protein ) 5538 F§ P 5%,
TE S B % R W AR i HSC 35 46" . HSC ik H& 4 % (inte-
grin ) 1A SER 40 M0 25 4 35 3% 4 ( DDRs ) W3 Fh 28 080 1149 5 i 32
TR, ATk 11 HE dGUMEREE b A5 5 e V815 40 Bk
WF L JEFE R RS RE 1 . RSN I BRI S T CON3/
NOV £ Jifa & 57 5 14 B0 sk /0 34388 T J50A% HSC A BT 2 bR 4
Jf(CFSC) H i LF AL RE R ik ) ERAME R SG o , i
b A AL ERE-2 (LOXL2 ) 2l HSC 23k Y 38 i g, L fi A e J
B NS BR R3S, 2 Lk B e R T AR ( ABO023 ) # IS
T8 SRR PR A T AR

TGF-B il Bl N B BRI LW T, 7 kA T2
FiFFREZAN , 78 HF 33, TGF-B-SMADs {5 53 1% )34 175 %
RESE 995 B AS A % 4% T BAE . HSC i AL J5 0% SMAD3, {2
HE T 7RI 250 e A % %, R i =2 A1, TGF-B i AT L 8 3%
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16", CTGF J& TGF-B 55 3 s vp 1 B 1 L £F e AL 1M 1, fiE
AT ECM B 7= A R R 0% AL J5 HSC 14 5H TR b I A0 4
Kt e 511, PDGF & HSC ik MR B A G W 7,
HSC i AL BRI 46 B B PDGFR Z A e HSC ¥k S %1kl i
ERK/ATK/NF-kB {5 5 i B {2 # HSC 3% 1k . EGF 32 {K1E
WAL HSC I o 2 3 35 9 HL g R Ak , /I B0 Uk S5 24 2
RHLWT EGEF Az (& 7T LLHI 55 HE i A8, I HL /N T 98 45 777 1 K
NPT FERFRE R VEGF S35 T+ LSEC Hl HSC, 7 JIF 52 5 37 6t
Ytk VEGF R i 3 T HE P Bz 2 £ 43 2 394 LA K% i 45 7 B
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R B E A YT 4E LR A R & 81 HGF mT i
IFAR YA T TCF-B JE N K ik S MBI E H a(a-SMA)
P RS AR HSC T A T LI 6 9 e S 1 4
R IR AT A R ™ . FGF A7 JLF A A, v 76 1T 27 4
e EEAE 0 FCF-21, FGF-21 i i3 F 4 TGF-B 1) #
ik NF-xB #5417, SMAD2/3 Fl 1xBa B9 5 12 1k 7K S 38 311 61

HSC (1iF 1k, 4k, FGF-21 i 38 i 3 fin 2 e 20 iR &5 (1 il 3
(Caspase-3) F3A | F&AI% B ik B 40 g -2 £ [H (Bel-2) 5 BCL2
HA X 2B 5 (Bax) HAH, 51EF LA HSC T,

2.3 HSC &bl mig kA A LE(Autophagy) & HAZ AL T
— Tl AR A G T RS RO R AR e AR R R
Hivk, A Wen ok R AR Bk HSC TG AR AL R i, A9 2 B9 1
H IRl UM HSC iG AL st fE 1, 78 HF &A= & it 7 o
RAFTEEAEH . HSC HP g 1 I mT LA 420k 17 80OR P 5k 1) 7 354
(ERS)i#E %774k, [Ali ERS Af LIi% S HSC A A | WA HE 3
PIIIA . ERS &40 T 3P AN 4 Bl BL 8 7
A B — R BN A RS R L N R 3 AR 5T R B
ERS A LAFE S G LAY HSC YA T, M8 s HE dE . Rir&
BRI (UPR) J&—Fl g B2 O ST (1 ERS AW A5 515 S8
2 H PR R 43 1R A A R R 5 8 3 (GRP) 78 il 3 4~ ESR
AR, 20 B BUE RNA MM A AR PN R 908 it
(PERK) i AL5E s F 7~ (ATF) 6., P4 J5a 190 5 JRE 50 G (IRE) 1 Ay
SRR

2.4 HSC#HiLmimARFI BAEEBENFRNEEG
BBV SR 4 T e L 2 3 g o i R
WK AIN AR E 2 0 40 B sl 7= 4 2 3 2ok 5 PR v 2 K f
PERGZ ARG SR NS5 HF i E AT,

Jo i B REI A IR 2 L PRI g, A kAR R B k&Y
BRI R AR A RE i AR U4 E S R A R AR % 3 A
A ) e 2 DG T, I HLAE 3 i AT 34 5 i 25 AU ) O o 2R
HRIHAE . Rotman ZE57 RIFSEIA A 1 8 B R 2K 8 T AR ORG
JEUAAR S5 F 45 5 (PAMP) JF- 3% Jin 52 #% , 3 i TLRs ( Toll-
like receptor) ¥ %G HSC, #5HziE , 18 i X4 56 DNA FIRK A Bt
KRG 2 TR 224 fig T BRTRRE SR RIS, 7T 53] 2 T S 0 ok HF f
FRUO DU BA TR 1 |2 M A A A T 12K, i
H L RBAPE R AL AL, FF T A=A N #E ZE (LPS) MR IR &
REREHE I T8 7= LPS (144 2% PGB 81 A B9, ek HSC 384
15, IF ELFIE 32 45 09 72 B 5 A0 pd SR TR Y LPS (W I Mk A
S RS P, Zheng 4550 5 1 /N RUAR AL S2 5 &
BRI SRR v BUCAR /N BB B T B R, (8 R B BT T T2, AT PR T
4 LA, Gl e 0 TKK A i IR Ak kA ) NF-B 75 53 6
VB2 T A %) 4 RE S5 R, 3 17 0 2 DO S Ak B 5 1) HF /)N B A 72
RIRFEF LAk f 1 . Mazagova 25 3 iof 52 56 2% P45 35 38 /)N Bl
HHE, JORE /N 25 5 8 HF, (R G i A R RS B
JFE AR R4 R ] HSC G ARAE
2.5 HSC#EALHIF £m& 74 M4R%H (W HBV HCV) 12
PR HF () BB R . i N R H 4 i &
A LB 2 ) 2 42 1F HSC 54k . MRN8 UESE HBY E
PLIFH L TCF- {55l e #F HSC i LA IG5, HBV AY4%.00
M X & [(3# i PDGFB {5 53 il HSC 4k, mak
HCV RBE B H%0H HSC, B2 HCV fR%O & AR 2248 1
A LA & 46 0 ) 208005 HSC R 27 4 b M5 S g™ o Hab,
HCV #2004 F i 7] LU i TCF-B {55 1 5 i 2 S Ut i 19
JFFAR I % A b Bz B Ak (EMT) )l F HIV AL HCV 42
T ML R G 4R PR, T LA HOV R HIV G s de 41 Xt 5
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W BG4 R 24T 230 J7 AAEAE SR . AKil %52 B9 K
L HIV B HE AR i i i 9 4% HSC v HCV AR 12 21 4
FEEERRL, I HCV/HIV SLgee a1 HE,

3 ¥BpE OSC iF4LiRST HF

HF 4852 J@nl 530 LC L& iFy, vl ™= AR SOt M1 ke
Q0 TR T L FF B R 08 T I | R K S E
H A% Ak, HSC 7 b 251 HF &4 & 0 s 3845, 1A
WA HSC 3 AL AN B 7 7 05 105 HSC 2% R T2
PRI bR, A7 S HF JEf
3.1 Ayl HSC FfbAedgss  KigiRNIMAIRTIT R, 04
TGF-B .PDGF 45 ZF4fi g [l F I FLAZ {4, ] 1 HSC 7% Ak A
5., BRI TGF-B Hl PDGF TSP IEERT R, SMADT 2
TGF-B {553 i (1 £ 17 1 15 577, 3 43 5 R-SMADs JE 2% &
T HE M AT 6] TGF-B/SMAD {5 Sl AL 5 . 1EHAESS
MR el T8 2 v LU PDGFR-o 1 B LU
& Ber-abl il R 14 c-kit A1 FI63, 1 AT LA ] HSC Hags =7
S5 —75 i HSC 15 AL 75 B2 K i B i, A7 2% 0 Ak n] LA 3 sk BEL DB
FE SR IEA 1 i) LT Ak A T ek /D ECM. A9 43 0 FT AR, 7E Y
Sk B B3 R S R I B = T 15 T 19/ B HF B Hh | Hedge-
hog 1 Y AP B 7] AT L LD 730 S Ik P 4 fife 5 |2 1) 2 b ik 4 1k
I8 Sy B FH M T 4 ) HISC. 3% AL g
3.2 #§EME HSC 22 AT Rt AR A ER
20 2 — ol 4T A 8 R 3 A 4 2 B R A /D B
HF % Krizhanovsky 457 % 3l p53/p21 i/ S0 40
e BRI T LSS HSC i385, IR T /N HE, 4 fifd
P ORI HEAE T, BBV B B S i 2, R e e 5 AR &2
YN RE 7 A EEAE . AR TR HE hoR] LA Tk
HSC HHi LK B AR ECM B e U8, AT S8 5% HE . T5 4k 5 #Y
HSC % ik 58 1= 3% K £ 4 FAS (CD95) , TNF-R1 . p75NTR FiI
TRAL 3244, i iz 55 A1 B A9 e 44 45 5 0 45 & ok {2 6 HSC
7210 HSC b5 il i NF-«B {55 38 8% A% S A i 1
A Bel 2 AT T HIKAF 5. M NF-«B {5530 iR
AT LA HSC 3% Ak, 17 FL AT AR LG A8 i R s ™ 1
PUSARRRIE S (0 HEF /N BB R iR A LX-2 (A4 40 i ik 56 o
UBCO 5 1 41 ] NF-kB {553 A2 i 15 Ak ) HSC e 2 R s
AF W2 A2 2 Ok CB1 ORI S-HT, ] LU HE HSC =1,
NK 71 NKT 4 n] L4 IFN-y , BEAS B35 B 3 & 1Y HSC FF
LA 0 S 10 Al HE 7, Bansal 4517 fF 5% % B IFN-y 5
1t PDGFRB 45 A4 B8 B fi% AR5 5 1 1) R BB RS ) HSC,
Wbz Ah , NK 20838 52 NKDG2D 45 ) F g 1 56 R T4 5%
FIJAT I S BB 2 S 15 AR 25 (19 HSC, NKT £ fifg n] LA i
S B IL-30 M L BRIE 1LY HSC,

4 # iE
HF ZJFREXT 25 22 it N R e 2 o 2, L) ECM
T VAR T G P L JR T AT A Y HSC &

A2 ECM 19 =240, HSC i AL HF A8 R IR O IRTT,
B RNECETHEAL N R AL HSC {E LAy e LS04, K e LA

il HSC & A A iy LA BT S0 2 R 55 (ERF Z 2508 ok
HEA R IR I AL B BE o
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