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Research Progression of Anti—hepatic Fibrosis Drugs
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Abstract: This recent progress in the research of anti—fibrotic drugs in recent years was reviewed. Hepatic fibrosis,
resulted from sustained chronic liver injuries, is a pathological change characterized by the excessive accumulation of
extracellular matrix (ECM) including collagen and other ECM components and characterized by the tissue structure
reconstruction, in which the activation of hepatic stellate cells(HSCs) plays a pivotal role. Continuous clarification of
molecular mechanisms has witnessed tremendous progress in the research and development of hepatic anti—fibrotic
drugs covering hepatocyte protective agent, ECM synthesis and degradation modulator, HSCs activation and apoptosis
modulator, anti —inflammatory agent and immunomodulator, and traditional Chinese medicine in treating hepatic
fibrosis has also achieved some progress.
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J5 A ECM 1Y 22845 o PR e JH- A i A 50 2R T AR
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Table 1 The development of other hepatic anti—fibrotic drugs

Al A RS SRR DX, 0 S R 2 4340
LTtk FALRERTE T 40 AR aT RS B 5 I kR
PR B2, HSCs A MR T /MAJ5 25 413 NADPH &
ARTE (NOX ) ) = A 5 | e AR S 27 4 2k 200
AT IS4 ROS JE BIE S i & e P47

NF-kB (178 £k o] fie i A 75 40 B R TNF -, B
AL B -1 (MCP-1) M A/ Z -1 (IL-1) 247
KT, 0% HSCs™, NF-xB b REAEIE HSCs FUTETE
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NF-kB 3 % S He 1 0 - S8 I 5 20 A - 9 ik PR -
LCAEG=1) 36 M A0 i 5 Pk S e R AR i, R F%E
AR AEAL 200

K KA T (Silybin ) A 7K RS 1 F Rz SR B K
TR R RO, ST R E A A TR
VUL 4EALE R, ATRERIMLE] Rl il 1L-1 15 5
AL T MCP-1 1 TL-8 (94 B LA & ROS 1943
Ko B B AR SR K BT 9 RBTAAAE, BB REREAR
ERK. MEK M Raf M2 LK, #Iifi| HSCs A3
FH . R MR ETTAR
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R 201 R BT EF R0 B 25 APL-1 dAb THF &
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FG-3019 AR IS 4R VA K P (CTGF ) A A CTGF 2010.10
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BB-3 T il R A AR+ - (HGF) HGF Z {4 2010.07
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BAY-60-2770 — Bt NO MR 21T IR IMEER(GC)ByiE ik GC 2011.08
halofuginone — T 1 BRI R ik — 2008.09
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ERRT, WEZH SIS LR, YangYan P
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BEMIE R TCF-B/Smad {5 538 B T W 2T 17 il 5
BOE P HF-1(PAI-1) 935 1L, BEAKJun 2435 K i
P (INK) I BERR ALK, X ## CASE I H AT 2L
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I B H IR IR, AR (CDE) 1Y)
FZRS I EAARR (Obacunone ) . #7577 2 (Limonin ) |
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i (Dictamnine ). Dictamcliol®, CDE 7] DL 45
HSC-T6 it - SC 5k 4y + 2 ] ADP-1Z b R & il
(PARP )i 35 11 M Caspase—3 YJEI= My Feik09, I
ARG 5 G S S - 1 (STAT-1)F 538
B S5 ARG TS AL HSCs (193
FEINH S JA T, 1 CDE A STAT-1 (3L, ik
PR SRR 0 HSCs P8 TR K AE BT £5 4E AL 5500,
T HL R At 1 H AR A3 450, s Hh R A A
R
22 WSy R R BRI . AR IS
W, Cai HB 58Pk L E REE 1 1] p38-MAPK F
ERK 11436 10 1M 08I 58 1 240 it DR 7 b JRg IR BE B F —
(TNF-o) J IL-13 B9430, B2 CCL 1755 1 I
PR E LT 44k

Ik — BE AT (mYGY) f 697 AR &5 0 1Y — BRI
IR A A N Lin HY 89058 k0L
BT LSS HSC-T6 MYPAT=, 1L N HAL ff
ROS (1 A4 B 2R AR B A il 2 3 €, AT % 3
Bel-2 M-I ZRARTE T o5 — T 3G 3k Py 5
I A R I B P a2t Y 15 AT Caspase—1/2 BYTG AL,
PRI RA I AR AT AL Caspase-3/9, MM 52 HSC-
T6 WTH T, (HERAR AR T 3 shte 2 v 2
MBS P T, PR AT mY G A [ AT i — AP 5
iE, 05T K MY GJ i RE A i 3% rh 4 2L
A GOT) MR N A (GTP) R & &, AR HFIE A

TP, BERIK a—SMA mRNA K HZE [ F1 TIMP-1
mRNA 13RIk, FEAGIE LAY HSCs 7KF-, T TIMP-1
LA MMPs 2 MHITE LAY HSCs AT C 152
UESZH, B HPLC X mYG) B 43 B & UL =284y
Bo 258 o FIAE B P P 5 5340

SHENROE AU mILY/L RV W e TIDNCE 7S B Y A m e g ]
WEE, Anstee QM S5 H 1 58 9% B S 7 T B0 £ 4
AT B PO ARG BRABAE P PRI A S S8 20 2
M5 &S AL FET; @it G 8 BB 2 1 G
WO 52 R (PAR ) BE I B A 5 HSCs MY B3 G fb . &
WIS A2y =€ . Bk AR /K $E e 923
Tk A GG B AT LA 5k 3 AT A

H 7B O T IO EF 4 tb id v 253844 2 5 5 H
BN R AL AL, BRI . & A I 4
B R K G, oot 4 s B RO R IR 5
IRAFI 2

I RE

AL LI R 2R . 245 200
PERHIE, ST i RS b h
Y R R S A BRI R, X — [ SRR
JE S0 IR L 8= AR T 4efb 259 . B
REAEL7/ RN B A S il T U= AR 7/ ot P KR WG PRS
AT PR b AHAE LA HSCs. 0] 55 40 M0 . f 58 40 i
ECM . TG I B0 I R BTl A 0 i el 3
R, KE . ZHUS. 28T ZERERNZY)
YU AL R B 7 ) T2 IR YT G I A
FRIEAR . AR HEUE AR DL B2 97 BH - E e AR
BR2EREAANREI A o 25 AL RS,
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AfbixX — B L5 G e HAT BRI N F T, [RIES
X 2 A0 1) 5 M AR ) 288 i AR 5y FKOF |
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