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T 2T 4k 4k Chepatic fibrosis, HF) J& & Fi 18 1 1T 5 18 B 46
LU0 R IR A ZUY 1 S SO 55 BT 47 4 20 20t BE DOARR L E
JEF 7N B 235 4 0 ) R A IR ) o R L A SR R A 405 18 R 0 e
R AP AE PR IR AL G A A T AR I SE R 4  AE A 1% |
TE AR /N U] T 26 A HLF 6 1 380 1 B BT B AT A Ak

HAETHFFE R BT HE & A 0 A8 5 AL 2 - 20O 7 & )
JHE- 40 I 458 455 - 354 36 T B 40 I8 (kupffer cell, KC) | /55 N Bz 40
L B A5 405 B9 BT A 2 R Tk 22 b 4 i TR AR 2 A 5 3 R AR
F T B MR 40 e Chepatic stellate cell, HSC) , {#i 4k F # SR A H)
HSC 6 1 %% 1k b L A% £F 4 40 g (myofibroblast, MFB) . i
I ¥ HSC 3@ A 23 9 A1 55 43 1 A HSC 145 I 43 W6 K ik 1
20 i 4h 2 5 (extra cellular matrixe, ECM) 78 i I N UT AL fe &
S5 HF K& .

T B BEME (artesunate, ART) b2 % A& R-1,2-a
BRHAMR BTG . 4> 74 384, R MR BY FHE ZMWTAEDZ
— . ART HAHUEL e 8 HUme 8 R Pu b %5 2 07 | 2
HEM, BEAR RN D, LK, ART #3028 4 46 7 11 2
Z ) H A X T HE il £F 4 A6 59 306 5% 398 84 5 80 R,
ARSI ART Ht HE f4E F R HALHIE T 2538
1 RN R

W2 G R R AL HE 09 800 1o 78 vh 2 4 6] 72 52 9 1 A
AL Coxidative stress, OS), TR 9K 7% T K 28 BT 41 i
15 R 2 S AE FE 40 MG, IR 9 3 14 4 (reactive oxygen spe-
cies, ROS) = Az b 2t T 4 Y B 840 10 109 35 B 6B 0 B L 3t &
FECOS, 51 I 20 50 . R R Y 4R B R BT SR
HSEAE R F0 A0 A K 09 B, WG HSC {2 i#F HF JB . i itk
AL OS FE 9 (0 & 0 S & S v B B BEAE T . A A SR
FH = BE Ak Sr K B AR RS M I8 B I & (nonalcoholic
steatohepatitis, NASH) # &, DA ART #F 47+ #i, 45 R & /=
ART fi 52 700 42 4t 1 1 385 i B P 8 48 Ak 0 1 Ak il (SOD)
AW H k-3t 4L W B (GSH-Px) 19 & &, 7% o 8 0 —
(MDA) , g 5 BT EAGTE 1 - 0 OS, I £ 37 JFF Ik 19 25 44
S5I8E .

EFEFT A B A Ca®" ik FE4ERF7ERR & K. 24
ML 32 B A 56 307 P 2 e, 40 sy Ca™ " YR & 3 Tt
15 MO 40 M P AR AL B R AL B AR B L ATP AR sl b, 7% 4 i
1 30 33 Pk, ofF MR A A T A Ry AL, B OS, [ e
Ca™" N 88 A5, o B2 v 23 3 o)) 56 PR3 ot 2 1 20 i 4 i

PEE R NS (1989 —) ALBE BN FE A+, EENF MR s, -2

[XZFEHS] 1671-8348(2017)02-0269-03
R RAEE T EALA R0 . X 40050 %8 U & Ak ik 2
ST/ HE BERLTF 58 % B0 ART Ak B8 41 5 =2 465 780 41 76 W A1
AR BT rh Ca® " R B2 0 IR A B T/ B HE SE R L 3278 ART IR
A 3 3 Y 40 M P A S Y 4 A BEL LR PR R 2 A T
1 OS X 20 i i 451455
2 HIHIEREF

HSC i Al 3o F2 K ay 43 Sy 530158 3h L e 0 45 22 94> B
BT, IR A7 2 0405 IR o e BT AT L RT SE P9 4
Kupffer 4 il . fil. /N 55 HSC 1 48 3 48 s #] 43 15 22 Fi 48 ity 18]
T 4k A K B 7B (transforming growth factor-B, TGF-
B) M IR FE IR F (tumor necrosis factor-as TNF-a) | Ifil N AT
Az AT (platelet-derived growth factor, PDGF) | Jif 5 2] £ 4 K
A 7-1(insulin-like growth factor-1,IGF-1) 4, X &6 4 it [ T
YEFT HSC, i H i B A & 3 58 68 J1 9 MFB, 58 i
HSC By 010G 4k . 36 4k 19 HSC 77 Az K it 4i i Y+ v) 5 3005
B HSC T L IE S 5t » B RE 25 B J5 4 450405 R 36 HSC A9 3% Ak
AR B R, Mot HSC & {0 RY iF A BRI SR 22 B e, vl DL L 7
5% 98 i /1 200 JH R 1 B o A A I DR A L BT HF 9 — 4%
HERAE, REHFTV IRV, ART 0] i@ i3 98 4% Kupffer
B 43 W TNF-o, TGF-8, 1 11-6 %53k HF 5 3¢ 40 fa BB 7 i 40
il HSC 3% 4k, I &2 2150 HE M1 M. T 8 %0 s
JH A B 5 104 3 B2 R B 48 1] 72 53T 40 M (bone marrow mes-
enchymal stem cells, BMSCs) B 45 ART X} HF #5320 , 52 5 4%
KRR, ZHEBEA W HRA L TRE WU EAEMN, 75 ART
P T Ao 0 S U AR B B A2 i BMISCs [] JiT- 440 Jifd 434K
3 WHEXESERMNZN

HSC By 18 58 F1 76 A 32 21 2 F 40 M 7 B 40 M 9 2 F A 5
o IE B M 4 R PR 4 . H RTA R R A TGF-8/Smad {5 53
% .PDGF {5 5 18 % . I5 £ K/ Toll ¥ 3 {4 (Toll-like receptor,
TLR)4 {55 1% T3l #% 55 .
3.1 X TGF-B/Smad 5 M A& M TGF-B/Smad {5 5 %
S e HSC &bt B R S EAE™ . Y e 2 B B 45 N 1
IR . TGF-B, 5 HSC R Z M TGF-A-R 4 & K55 HA
YUMIAZ N, T B HSC 3G 4D . B 09 52 56 BOHE F 52, B WY
TGF-B/Smad {5 538 # 1T Lh 5 2 05 42 I Ik 4 4 1k iy & et
R IR 4 o 4 R B S o HF BEEL, L ART T3, & #LAb
A TGF-B; mRNA 3235 [, 1 e Bt HSC 3§tk & 1 o
AL A (oo SMA) ik . A A4 52 56 7% K 5 H
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TGF-B, H# HSC-T6 #fifift . &8 T BIFTHE IR mRNA & T B
JRE AWML, 5 ART Hhr 3585 & B0 1 e J5E i & L s fiff
TGF-B, #il # it B @ sl 2>, R B ART 7E 4K 9 L K 4b 39 77 3@ 23
TGF-B/Smad {5 %5 i # % HSC 2 1 4 7 . F 8% %0 fF 5¢
WFRY, ART X 155216 /619 HSC Py TGF-8, mRNA N H i H
WA B IE/E A B2 88 R, 88 ART n i i i
fil TGEF-g, #9774z W TGF-B/Smad {5 5 i # 3k 1 il HSC )
PG5 ECM 344,
3.2 Xl PDGF {55 My  PDGF & HF A4 g H
HIE A 2 IR B 7 ) HSC 1R e st A 2203 225 . A F
W], PDGF-BB % 5 1) 41 fd 4h 18 17 & H i (extracellular
regulated protein kinases, ERK) 1/2 41 i N {5 5 i& 12 & HSC
TEAL A ) £ % 5, PDGF-BB 5 HSC 40 Jid - 4 ) 52
R 25 £ il HL 803 L T 3% 16 Ras-Raf-MEK-ERK i B, i & %
E HSC 47 e MM AF . SCEGUE B, ART A DA i) PDGF-
BB 53 HSC N p-ERK1/2 () 5Rik HFE ART (1% B 1Y 35 fin
i g s . gk — B F 58 & B, ART ] 3@ i 4 il ERK1/2
H T Ak B IR % it DX 809 25 -1 (activating protein-1,
AP-D) B9GP KT 18 20 o J5 399 25 1 Ceyelin D1) (9 385K . BT 35
F M HSC 85849 H Ayt

FEH I C(protein kinase C,PKC)/E N % & B2 & H 14 i
WS S0 T AFAE T A0 5 v, w] A0 o8 {5 S T S
E B Y0 I F L0 )5 #0E Ras/ MAPK 3@ 1%, 15 S HSC ¥ 5
T# . x40 %0T BF 98 & B, HSC-T6 44 Jfi & 1+ ART £/
Jo o A A A 52 B A A Y TR I SR SO A ok & B PRC 12
HSC-T6 21 fg v B 5% 47, 42 /8 ART 0] fig 8 3 B0 Wr 7
PDGF/PKCH 40 s N5 5 5 5, i &2 BB 4F dE 1k i 1EH «
3.3 XPRZWE/TLRA (G5 MK m  TLR4 J& TLR (W&
BN G 2 — 7 E R ik F HSC A Kupffer 41 . #: % B
4 24 T4 200 Jif B 1 3 22 43 IR 22 Bl (lipopolysaccharide, LPS) J&
HoA % e 4k, 56 £ 40 e 4> 4k 7 88 (myeloid differentiation
protein, MyD88) & TLR4 {55 B Y L 24y . 4 TLR4 Jifg
SMX 5 e 2 WA A v RN TLR4 51 & T i MyD88 4K i 1 5
SE I, I 3 — 2 05 % T kB (nuclear factor kappa B,
NF-«B) AP-1 5 3 [N F i F— R AR H A IG5 Rk,
TR R, a0 2R NF-B i35 10 08 80 S 40 il o 50 R 68 A7 s il ¢
i BB AR FE L a0 T RE 6 45 AT B Ak A FET . Lai 2500
CCl, g3y SD KB HF #iR, 5056 & 3 ART 4b ¥ 241 i~ o
TLR4 MyD88 () 32 ik B AN il T NF-cB p65 % 7 . [7 i % B o
SMA [ TGF-B, FIEW TR R ART i xf LPS/TLR4/NF-
kB A5 5 18 % 59 40 61 A7 Sm gl HSC #9364k » M 5 2] 28 fit HE
FRAEMAER .
4 #0H HSC 83 , R 3 HSC AT

4 HF & A 1 # AL 45 B 55 0 HSCs 19 307 2
HF A% 03T . K, A 80 i HSC 1Y 35 58 F T 1k 508 i
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AEAS A A HSCLX-2 [ 3 5 . H 52 e B 0 it i) 4 g 7
W &4 45T S0 88 & B, ART o] LB #F HSC T G1 M, #fi 7
ART W] G H A7 0 i 40 i 4 41 25 5 4K 80 74 8088 (cyelin-depend-
ent kinases, CDKO R 1E T 6 40 i 4% 8 T G131, 9K 5 d i ) 35
FT I E A -8 A fas Al bel-2 B9 3235, 30306 0 08 =& 4%
TP A 35 4k i HSC % A= A 7. Longxi"* #f 52 % 3, ART
AL T N p53 mRNA FIE [ A9 235 % 40 M BEL A 72 G1 4.
QAT . HSC A9 8 1. A5 &0 ik — B oF 55 & Bl B &
ART ¥ B 19 FH i, ¥ 451k i . PPAR-vy, p53 ., Caspase 3 & 114
Rk L ARSI T, THEDY , ART A fig 2 38 i T 1 p
2Bk M- PPAR-y 38 #& #0 ) HSC 3458 , g i HSC JH 1=, DA I sk
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