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Abstract

AIM: To elucidate the signal transduction mech-
anism by which angiotensin II promotes the
proliferation of hepatic stellate cells (HSCs).

METHODS: The influence of angiotensin Il on
p38 MAPK expression in primarily cultured
HSCs was detected by Western blot. The p38
MAPK inhibitor SB203580 was incubated with
HSCs to observe its effect on angiotensin Il
-induced transforming growth factor- (TGF-f)
secretion and collagen I and IV expression.

RESULTS: Western blot analysis showed that,
compared to the normal saline group, treatment
with angiotensin 1I (10%, 107, 10° moL/L) for
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24 h significantly induced p38 MAPK expression
(0.45 £ 0.052, 0.61 £ 0.026, 0.87 + 0.032 vs 0.27 £
0.020, all P < 0.0005). Compared to the normal
saline group, treatment with angiotensin II
(10° moL/L) for 24 h significantly induced HSC
proliferation (0.1073 + 0.0093 vs 0.5233 + 0.0240,
P < 0.0005), promoted incretion of TGF-p1 (10.6
ng/mL # 0.98 ng/mL vs 100.8 ng/mL * 3.67 ng/
mL, P < 0.0005), and increased the expression of
collagen a1( I') and a1(IV) (1.13 £ 0.053 vs 3.74 *
0.047; 1.35 £ 0.035 vs 4.07 £ 0.072; both P < 0.0005).
Pre-treatment with SB203580 significantly atten-
uated the effect of angiotensin Il on the above
parameters in HSCs (0.2033 + 0.0176 vs 0.5233 +
0.0240; 21.07 ng/mL * 2.08 ng/mL vs 100.8 ng/
mL +3.67 ng/mlL; 1.16 + 0.024 vs 3.74 + 0.047; 1.56
+0.075 vs 4.07 + 0.072, all P < 0.0005).

CONCLUSION: Angiotensin II induces HSC
proliferation and increases expression of TGF-1
via the p38 MAPK pathway.

© 2013 Baishideng. All rights reserved.
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53R Western blot%s R 2.7 R B R 89 Ang Il
(10%. 107, 10° moL/L)¥ 24 h/z, HSC p38
MAPK #4834 4% B 238 2(0.45+£0.052, 0.61
+0.026, 0.8740.032), 5 £ *F R 4H(0.27
0.020)A48 xb LA o3t 52 £ 5+ (P<0.0005). 5 £
x+ B 2BA8 6, 10° moL/L Ang Il 75 124 h)s A4
B RATHHSC3474(0.10734+0.0093 vs 0.5233
+0.0240, P<0.0005); £ TGF-B14-#:(10.6 ng/
mL=*0.98 ng/mL vs 100.8 ng/mL +3.67 ng/mL,
P<0.0005); ##tal(1). al(IV)Col mRNAL
i%(1.1340.053 vs 3.74+0.047; 1.354+0.035 vs
4.0740.072, P<0.0005). 12 % sm ASB203580
TR FLTp38 MAPKE S, Angll 71469 £
WA ) B 2.%.35(0.2033+0.0176 vs 0.5233+
0.0240; 21.07 ng/mL 2.08 ng/mL vs 100.8 ng/
mL=+3.67 ng/mL; 1.16+0.024 vs 3.74+0.047;
1.564+0.075 vs 4.07£0.072, P<0.0005).
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F% 2 PVDFE |, 200 mA, 2 h; TBSYES min, i ;}[ 0.6 - . T
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[ FIDMEM$5 323 e — N 55 pmol/L
SB203580/DMEM®5 3% B30 min/5, 1
A10°mol/L AngIl, 4ifugksi457%24 him, #ll
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Ang I 7K (moL/L)

2 Ang ll X3p38 MAPKEBRIAHIFIN. A: AFEKEEAng
HVE):H24 thipf%S MAPK Western b]ot?t%, n] JLZE38 kDafth
PR SR 5% 10 ATIRZE, 2: 10" moL/L Angll 41, 3:
107 moL/L Ang Il 2H, 4: 10 moL/L Ang Il 4H; B: 27E &0H7
ZEIR nlUEEE Ang T PREERUHENN, p38 MAPKEE HITIFEY &
ERUHENN, P<0.0005 vs 0 moL/L. AngIl: M5 E5KZE;
p38 MAPK: p382224 )55V EE Pl

Ang T HSUS, TGF-B1WEE I LT, 43 lik
(39.8 ng/mL+5.12 ng/mL, 77.4 ng/mL =+ 1.88 ng/
mL,100.8 ng/mL+3.67 ng/mL), 5%} 41 A bb %
S A G 25 (P<0.0005)(#1).

2.2 Ang Il 72 2t HSC 4 i p38 MAPK Western blot
g6 0 Rp38 22 B4 TE Ak B 1 I (p38 MAPK)
1138 kDasb A FEAF e PE AR 1 4501 . 0 8% 4 i AT
g AR, 10°, 107, 10°moL/L Angll
1E 24 hE, p38 MAPKER (A AN & &40 3k
(0.45+0.052, 0.61+0.026, 0.87+0.032), 5 1E%
X 2H.(0.27 +0.020)AH B B A B B il ge vl 2 2=
FE(P<0.0005)(%12).

2013-05-18 | Volume 21 | Issue 14 |



1312 ISSN 1009-3079 (print) ISSN 2219-2859 (online)  HHFALIMILZATE 2013053188 $F215 145
Wi REE 120 51 CJal(l)
A XA Ap38 a a B a1(1V)
MAPK 2 Ang IT 42 100 A = 5 4 a
#HHSC#EALIE 70 - ~
HEZEFHT.  E 80 - E 3
BHTFEAE 2 Sy
fF5 TR B2 60 =2
GEES- Vb M =2 | X
ATWE, AHF T 40 .1 b
FHAG TR 5 b =
BE. B 20 = = 0] “

3
0
Control Angll SB203580+AngIl Control Angll SB203580+AngIl
B 3 p38 MAPKHDHIFISB2035803FAng Il SEHOTGF-BIRE 5 p38 MAPKHDHIFISB203580XFAng Il {E#AF IR
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ng/mL£0.98 ng/mL)AH L, 10° moL/L Ang II 1 ] o
24 15 HEBS] AL EHSCANI A TGE-p1(100.8 3 WIE
ng/mL+3.67 ng/mL), W& ML 5 A4 560 JHEF AT AL P, HSCIE A2 2
275 W (P<0.0005); MIANSB203580F5c i ip3s 1. AL IS I ILRETAEAN fa Fe A, mT o3s K
MAPKIEVEG, Angll B IHSCAMTGE-p1 S AMAMESU sy, WAh T AR5 3% W]
W% B i FB8(21.07 ng/mL+2.08 ng/mL), 5 JURAZ RS, TR IR0 S v 1 1 B, i
KAMASB2035804H Lk 2 53 B A7 G i 2 i X SRR D, I e I AN = 2 g AR O
(P<0.0005). ¥iHIp38 MAPKETGF-B11 iy 1, YLLK, HS CI AL AR5 55 % Fh 4 i
HAT(E]3). K747 %, HAs S 4T TG F-B AL /MR 5 1 A=
2.4 p38 MAPK#741] %] SB203580 ¥ »A LI Ang II KR, T AE AT 57 3 W AT £ 4 A B 135 R AT
FlAHHHSCH L 5 1T H A 41(0.1073+0.0093)  AHLURHEIIAng ITACF BB T, ST 4Efefe
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Wr. X segt B Ang 11 i p38 MAPKGHE B L
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HHSC/r W TGF-B1, #Ems IiHS CHG 1k LA A 41
J A1 T k.
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