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[ Abstract ] Objective: To investigate influence of meth-ferulic acid ( MFA) on the proliferation and
expression of a-smooth muscle actin (@-SMA) in transforming growth factor beta 1 (TGF-B8,) -induced human
hepatic stellate cells (HSC-LX,). Method: TGF-8, 5 x 10’/L induced human hepatic stellate cell line ( HSC-
LX,) in vitro were cultured with different dose of MFA ( the final concentration being 5, 10, 20 mg-L~"). MTT
method was used to detect the proliferation of TGF-8,-induced HSC-LX,. Western blotting and RT-PCR were used
to detect the expression of a-smooth muscle actin ( @-SMA ) of HSC-LX,. Result: MFA could inhibit the
proliferation of TGF-B,-induced HSC-LX, with a dose dependent, the inhibitory effect by 5 mg +L~" concentration
was more obvious, compared with the TGF-B,-induced the model group (P <0.05); and compared with TGF-G, -
induced the model group, the expression of a-SMA mRNA and protein by 5 mg L. ~' concentration was more obvious.
Conclusion; MFA pretreatment on human hepatic stellate cells can reduce o -SMA mRNA and protein levels.

[ Key words | meth-ferulic acids; transforming growth factor-8,; hepatic fibrosis; human hepatic stellate

cells
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5 TAO8) , R4 A o-SMA B 5 B it 14 (18] B i 48 A2
WHARA R AL H# 5 30235) , HRP ARic th 34T i
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B A W BB R 2\ ), qRT-PCR 3 ) &
(invitrogen ), [ #§ DMEM X5 3% J . fig 4 i 7%
(Hyclone) ,
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HE) A 22 GO (AR ] ) BLTK A R
T AL (SE [ Bio-rad 74 ) .
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2.1 4IESE S 10% ff 2k R T E
o 100 mg- L™ ) 7 55 % FIGE R 10 = 8§ DMEM 1%
IR IR N BOIR 40 g #k (HSC-LX,) , & T 37 C,

5% CO, M35 FRA N TR, BB Kk 1 . 40 A=
K2 2R AR, H 0.25% B8 ARk, B
AU Jo N 200 P A T A R, 4 1 2 AT AR AR
B2 ~3 dfe1 k.
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0 2 L 1Y i DMEM 15 F2 W SRS 2H - % 10%
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AL AR 2 W) O R SRR, AR SRR R 48 h L A&
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M = (Agpn =~ Agan ) /A X 100%
2.4 K LX2 # o-SMA mRNA fl£ s ¥
ML 5 x 107 A~/L 70 F 10 em K532 ML, 48 00k B
AR RG24 240 O AR 25 1 1Y 35 FR M, Ak 2L 8
F7 48 h W HE A1 B HUAH i A RNA . Q4 HE S 7l 3¢
AL RNA 2 B3] A5, SR ] TRIzol 325 41l 42 40 g v 5
RNA, A% W2 8 1100 2 A 8 RNA & & S 4l iz,
Ao/ Aso¥I17E 1.8 ~2.0, @HL ¢DNA 5 pg, sk M-
MullV 3 % 5 il 8 H 3 5% 5 il cDNA, AR 4
GenBank & FEH ¥4I A 17315149, UL B-actin
N 2, 51 ¥ F F «a-SMA: FP. 5'-CTGTTCC
AGCCATCCTTCAT-3", RP: 5'-CCGTGATCTCCTTC
TGCATT-3', 7= ¥ & J& & 175 bp; B-actin; FP, 5'-
CACTCTTCCAGCCTTCCTTCC-3', RP;5'-CGTACAGG
TCTTTGCGGATGTC-3", 7= ¥ Ji& Jy 105 bp, @D
%Ak :94 C WA P 5 min, 94 °C A5 30 ;55 C iR
& ,30 5572 CHEAP 30 s, /N 35 MER, &R
25 G AR BT EL 5 . RT-PCR 724 & 5 wL DNA
marker P47 1. 5% IS HEEEIC HL 7k , Gel Doc XR %
Gk I G, Quantity One B4R HEAT 73 B, LA AR
mRNA 542 B-actin mRNA [JIOGE (A) AR EE
T
2.5 & «-SMA KRB KT 48 h J5, 1k
AN, VK PBS MR IEYE 3 UK, INA RIPA 241 28 vh ik
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25 [ % IR - 1.430 £0. 012 1. 123 +0. 025
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5
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o Jo vk i i B 75 1 i %
/mg-1.7" /A /%
25 U 1 - 0.700 0. 008 -
A - 1.087 0. 016" -
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WU WAL, HEL S mge L™" MFA 4 i «-SMA
mRNA JKF R B, B B 50 # B X (P <
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3.3 XHFEARZIM o-SMA B [ 2535 7K - 1 5%
5o O BRAL LA SRR A 1) a-SMA R [ 635 /K F-
MR (P <0.01);7E 5 ~20 mg- L™, MFA
2521 a-SMA B8 RN A2 1 F R (P <
0.01), WK 2,%2,
4 itig
HSC &I 27 41k i 3= 2240 i, HSC 9 R 22 B00%

S LT e Ab K AE R B R ) ORI YT . YT IE A2
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B FLBii 6 07 1, 24 i HL A 52 B R FH A (5 A — b i
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TGF-B, J&A T HF JIE 461 105 B £F 4 1k 1 5% G i 1
AN F . TGF-B, J& TGF B MK i%. TGF p %K %
145 3 #h LA TGF-B, \TGF-B, \TGF-B,, B SR B 11E
RSN MR A T, ELE % UK P 00 2 B 2 Th g 30
KA, TCF-B, 7F 41 4 &% B 09 & 1 /i A I £F 4k
AR HEEAEM T, RO N R R
{2 HSC 27 4 Ak i 4l My IF . MR 3 S ) V0 RF 0 R
TG L2 R M sy MFA BOR B TR T 28, 90 3
G REPE T AEVE T, HLA B 0 IS (A AT R Y T
R AR A 25 W 0 0B 1K 5 v R B MFA
Xt UG Ak B (CCL, ) T B0/ BLS0HE IF 6 40 LA 1 b
YEF X CCL, i 30 KRR 25 2 A6 A 55 4 i 410 161 sk
BRI LA B0 R R B2 OIR 40 e HSC-T6 344 5 K Ji it
R EA AR

RS o R H ST B AR AF 5 ~ 20 mg- L~
RV B2 90 LN, AN AR TGF-B, 755 A B AR 41 i 19
B 5 AT A VE T, X a-SMA mRNA J 76 (1 #3541
WA HIVE, BLAE 5 mg- L™ i 4 A fc B &, v g
JEH TR MFA X 40 M 5 i 7 005, =2 it 25
T E BRI 2 IE T o UE 2 25 A 1 R VR R
Bl N AT B S ) TGF-B, 755 HSC-LX, ' a-SMA %t
PRIRN 2R A e 3k, 457 Y 5 ) 8 1R e I &1 4 Ak i 7R
HInT e 5 HAm & HSC 361k X Thae A & . —Jrm,
BRI HSC By 3G 58 , FEAR IS 775 05 — Jr i, i
4 HSC f 2 BE, B AR o-SMA 143 W 4 J2 F 3k 7K
S, AT A6 AT JFF O (10 £ 4t Ak 1 K i 5 HSC 34 4
WAL RE 1o DRI, AR i DL b &5 SR W B 2 R 1A 9
PO £ 4E AL VE R O WFoE 45 58 , Ui MFA $T i 21 4k 1k
VEFIML 4] 2 — & M mRNA 7K F 1 & 11 7K F 40 41
a-SMAE K, BIEGUF A de b e .
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