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ik (P<0.05), tLEE 4 TGFB 1 35 T H HSC o -SMA F ik (P<0.05), \Ti i1 HSC #4k. TGFB 1 {2tk HSC # Smad2.3.7
mRNA 335 ; FFSE 88T 18 TGF B 1 #5349 HSC t Smad2,Smad3 mRNA IFIAFFARE 15 Smad7 mRNA FE35(P<0.05), &
FHBZERE 18 HSC 1 Smad7 mRNA 3%, 3 T % Smad2 .Smad3 mRNA Fik, KB FH K TCFB 1 BE{ESH S, Mk HSC
WHALF TGF B 1 {23 HSC HALmTER .
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Effects of Danshensu on TGF B 1 stimulated hepatic stellate cell signal

transduction
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(Department of Gastroenterology ,the Second Affiliated Hospital , Chongging Medical University)

[ Abstract ] Objective:To investigate the role of Danshensu on TGF B 1 stimulated signal transduction in rat hepatic stellate cells{ HSCs ).
Methods:The mice HSCs were isolated and cultured for the following study.HSC were treated with different concentration Danshensu
(0.062 5 ~ 0.250 0 mmol/L)and TGF B 1 to detect the proliferation. & ~SMA protein expression and the chang of Smad2,Smad3,Smad7
mRNA. Results: (1)Danshensu in the concentration of 0.062 5 ~0.250 0 mmol/L could prevent the proliferation of HSC induced by
TGF B 1 in a dose—dependent manner (P<0.05).(2)The concentration of 0.250 O mmol/ L. Danshensu could downregulate o ~SMA protein
expression at 48th hour in HSC, with or without stimulation of TGF B 1(P<0.01),and the activation of HSC was inhibited also.(3)TGF 1
increased the mRNA level of Smad2,3,7 in HSC;Danshensu could downregulate the mRNA level of Smad2,3 and upregulate the mRNA
level of Smad7 in HSC induced by TGF B 1 (P<0.01).Conclusion: Danshensu could restore the normal transmembrane signal of TGF 8 1
through upregulation of Smad7 mRNA expression and downregulation of Smad2,Smad3 mRNA expression in HSC.
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EEYERAF FAFTEXER KELZRIHY LT
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AhE,
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R M H 2 E Gibeo 22 H) ; Nycodenze W 8L Ax—
is—Shield /2] ; TGF B 1 M 2 H PeproTech A F);Hi o - Fig
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D-HanK’s ¥ JEFER KT R 2 B AFHE, 580k b ot
1, REREELIEL, F LT ,18%Nycodenz B H 1>, F
6P R FRE HSC, LA 209% 445 I 75 ( Fetal bovine serum,
FBS)# DMEM #3535 (FBS/DMEM ) 7% % 40 B v B 4 1 x 10°
A fml, R T RS E S, B 37°C 5%C0, MR,
24 h JEE#IEFE K 109%FBS/DMEM, 2~3 d #u9% 1 1K, 413
WA nd, BRGNS STRHAHA5E 3 1 HSC,
DIE B 0 ANTS 17, 4RA R SABC Sz 4
AL 2 e A M B o -SMA, Fi4+ 8 HSC 1% 113k 96%
~98% f& 1 {01555 7d B9 HSC 31 o -SMA B 5w Ak FH i 3y
BIK 9% L I,

1.2.2 MTITEUFHSEST TGF B 1 R HSC H#FEmM 5
B4 IE ¥R A TCFR 1 (A S ng/ml TGFR 1)FIEKE
LB (CALA 5 ng/ml TGF B 1 AUREMREASE) B ERH
HSC #R TR 96 FLIFFE S A K E 80% L) LRIGE
A, 23S 04%FBS/DMEM [RlEALAREE 24 h /5, TGF B 1 4 ¥t
% 5 ng/ml TGF B 1 B3R BE A AL BRLLFA 5 ng/ml TGFB 1
Fikb 28 30 min J5¥, BMAR SR ZLIEE 0.062 5.0.125.,
0.25 mmol/l ( ¥R FE 5 16 A% 4 T 5 56 o 40 i > 503 i vk B2
1/3 ~2/3 YR S RIRER 1 ) IRE X RAIEFEN 2%
FBS/DMEM, G4 6 HFL(FA B H T FBS MK 2%); 1E
F 44 b 5, FmEFLIDA MTT B3, k8558 F 4 h, RENAZ
F L R R A, BRSO A {8, BURE 1490 nm,
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YA, R A MBS R B A KB 80% Rl-A I, IR I
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¥, RT-PCR 519 F: B - 31 H (B —actin) L ##:GAC-
CCAGATCATGTTTGAGACC, T ##:GCAGTAATCTCCTTC TG-
CATCC, 3B K & A4:57°C, 1 min, FAEFF 30 3k, P8 7 B A/
600 bp;Smad2 | ##:AAGCCATCAC CACTCAGAATTG, Fii#:
CACTGATCTACCGTATTTGCTGT, 1B K %4453 °C, 1 min, 3£4E
3 30 ¥k, P KB/ 100 bp;Smad3:  F##:GGTGTGCG—
GCTCTACTACATT, FHECTGGTCACTGTCTGTCTCCTGT, B X
ZA1%F:55°C, 1 min, FAEFF 30 1K, ¥ 1 5 B R/) 296 bp; Smad7
1 #%:GGTGCTCAAGAAACTCAAGGAG, T ##:AGTAAGGAG-
GAGGGGGAGACT, 3B Ak £ 44:57°C , 1 min, $£453F 30 1k, 3~
8 BrR/N 338 bpo PRI 1.5% SRR BRI B 3K , Quantity
One 4.5.0 AT, LS HWEES B -actin FRIGE
I {EFR mRNA 7K,
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5 465 T RE AR A iy B SR UM Bk [ S Yk IR AE B
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VFRFARAIFEH B FEYFRMZ—, &
W & B, 85 3% 48 h #Y HSC X} TGFB1 H# {5 513
R, 4T TGFB1 1E /5 Smad7 1 Smad2 .3
mRNA 7K FH 80 8 A, RE Smad7 i K5 F T
TR BRA B LI TGFR1 X+ HSC HITE 4L 3L
7 Smad2 .3 mRNA 3§11 ; 75 & W38 i 3 7 L ) 2t
—# b ¥ Smad7 mRNA 3 ik 3 # %l Smad2.3 mR
NA 3k, 30 HSC 1&E 4k , X —4F Rt A LA Doo-
ley ZET WL {6 Smad7 PR A1 ZE (43 BF Rk wl LARE
Hr HSC BI3IE .« —SMA [ 5% 35 FIIT £F 4% 1k it i J&
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