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Effect of Rosiglitazone on Expression of PDGF-B, a-SMA in HSC Cultured under Carci-
nous Condition
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Abstract: Objective To observe the effect of Rosiglitazone on the expression of PDGF-B, «-SMA in
HSC cultured under carcinous condition. Methods HSC were at first exposed to 24h conditioned me-
dium from HepG2 (1:1 and 1:2 dilution) and then treated with Rosiglitazone (15umol/L) , expression
levels of PDGF-B, «-SMA in HSC was checked by IHC. Control group,only Rosiglitazone treatment
group and only conditioned medium treatment group were also arranged. Results HSC were at first
exposed to 24h conditioned medium from HepG2 and then treated with Rosiglitazone (15umol/L) , ex-
pression of o-SMA (0. 2767 + 0. 03692, 0. 2736 = 0. 0418) , PDGF-B (0. 2542 + 0. 03917, 0. 2401 %
0.01941) in HSC was decreased significantly (P<C0. 05) compared with that in the control group
(0. 2863 + 0. 03507, 0. 3150 * 0. 03435 ) and only conditioned medium treatment group (0. 3753 +
0. 07636,0. 3512 £ 0. 0345). Conclusion Rosiglitazone could inhibit the activation and expression of
PDGF and o-SMA in HSC cultured under carcinous condition.

Key words: Rosiglitazone; Hepatic stellate cell; Platelet-derived growth factor; Alpha-smooth muscle
actin

B E:BH R FRI AR ST ARG ZRmEAL PDGFB Ao o« SMA t9 %, 7
& O 2RI (HSO) 247 % 20 je (HCO) £ 4F 38 il (B 101,102 e bl 480 4L 22 24h )5, B A
15pmol/ L. % #5874t 22 HSC 24h( 3 % 5 & s B4, 345 F #5.5) BF 20 Av 3 46 24h AT 5 20 B 4 1R 35 3%
R, WA B Kk ik PDGF-B. o SMA £k K6, SR F4&7) BR4E R T 205 m e 54
¥ fik a3 G ¢ HSC, o-SMA Fe PDGF-B #9 & ik .3 B2 T K (P<<0.05), it  F 47 8T 2
IR TR A T A K69 HSC #97&fe PDGE-B #9 &%

K AT B Z R RS A R T o RIS R G

FE42ES:R735.7;R975+. 5 XEARIRES A XEHS:1000-8578(2011)02-0141-03

0 3%

A% S BAE Sy aok S8 AL Tl A 185 A= D B0 52 AR y
(peroxisome proliferator- activated receptor gam-
ma, PPARY) 19 2h ) . bk BA BEREVE IS 8 A
LI MBI E R, e SR PO A A 4. B

s B E:2010-01-13; f& B B #3: 2010-07-21

VEZB AT 1. 430014 &3, KX T ¥ B %A 2.
P HBXFRAFEFRALBBEET

BEEE . F M, Email: guany64@yahoo. com. cn

EERN: F k(1987 B ML MERENTF, £ 2 MF
JF Rk 5% B2 B 52

A SLEGUE W 2 RS 51 i R 8 2 i) HSC A 845 5 16
T 2 FEGCIFEF ARV o (R 9] il e
FAF TR AERE HSC REHE DA DT SE. ALk S
TERITFE L K H B A 26 4 T AR HSC 2 3 4TS
SRATAEAN IR

1 MEFTTE
L1 e

LB SR 70 T 0T B 25k, B 40
JAR R A 40 L HepG2 (AR 28 fRAF) FI AT ARAR
AR HSC-T6 (e B8R 2 [ B = 2 e i s [R] 5



. 142 -

FDIEBRSBHHFT 2011 £55 38 555 2 H3

= B BT s 0F 9% o ) . oo SMA |, PDGE-B $it {4,
SABC . DAB 7 & Ay 2 1 - 1 A 1 A PR
AL o LA B S0 2 AR rh R R R
27 B LA R R R AT 5 2 4

1.2
L2010 FERGRIABCH] AR RS IR 4

SINANIAR HepG2 A0/, 1 HA: KESE 5 15 97 2%
BESA 110 /ool PR RID L iR 245 5724 h, 1)
OB 28 0. 22 pn GLFLUR BRI 0 B3RS HepG2
AN SRR SRBAEAF I — 20°CORAFA . BB S
AR 2 - 22 46 51 B 77 35. 743mg 7 T 1ml —
AR (DMSO) 1 4 355 1R 51 5 3o 8 KA LA 0. 1
mmol/ml fB RGN R, — 20°C LA i FH Ik I
I3 DMEM H5 3300 B 2 T Wk i
1.2.2 SCBodl SAF AR PR S g e 15
pernol /L fY 2 37 i T AR WO T B2 AR A0 i BA LA
R B A i LAAS S 36 v B G 22 6 50 1 T
VEWH R ] 15pmol /L MvR EE . SCIR 43 AN T« A
Y101 WRER HepG2 4L RE FR AL B 24h )5
15 pmol/L A& SIE TAEW . BA.1:2 Wik
() HepG2 21 fifd 25 -8 SR WAL B 240 J5 i 15mol /L
BHE SN TAER A . C 24 %t B 4L A T I 7 85 77 T
4. D4l al HepG2 4 55 PRG3R 4L E 41
B4l 15 pmol /L B A% I T AR .
AEFRGSFRANT « 1) W5 15 57U PBS 55 2)
0. 25 00 e il i B2 1 ks 3) T 48 5 % k4T 3~ 5
min, il 3 X 10"/ ml 4R H HFD T 6 LI
B (N E AR PR TE IR L B 3R EXPEUE K5 5) TE g

G 0
y
l/ " ;,’ / %
“ BN e o

B AR SE 120 AR 204k s 60 PBS 5558 2 1k 7)
FAR T 77 ZE AR AL TP A HepG2 4 il 5% 14 35
UG HRLEREFF 24 h )5 PBS 0L 2 UG ) H i
17 L AL FP A RS B TAE W 3557 24 h J5
PBS 6t 5 9) 22 5 RS [E] 7 5 10) PBS 68 1) B
SR T R TS L.
1.2.3 R 8k 4 M4 o« SMAPDGE-B f) &
KD B RGE KPR A RC /5 2) 3% HL O, 4b
FH 10min; 3) PBS ¥Rk 4) T 1B & 5 5) PBS I k5
6) L2135 EH A 3 7)1 il o« SMA — 4, PDGF-B —
FUGRBE1:50)50pl/ H, 4°C 1825 8) PBS %k 9) 4=
W EAE R 1eG(Z3H1) 37°C, 30min; 10) PBS &
Tk 13)DAB & 75 1) &k 75 15) B K, Bt 5 16)
.
1.3 Gk

KA HPTAS-1000 #5578 0 B2 % (s BRI SC o B
RGP LU PS5 AT B AR b, 115
SRR L AT ST, R SPSS13. 0 8%
PTG 22 50 Fr. A AR A « 3. P<<
0. 05 HEFAGIFE L,

2 BR

JFF9i &4 1L 45 14 35 5% W VE FH HSC-To 4fi Jfd 24h
Jefin 15umol /L B A& HIERZH (A B 41) 525 (4 % HR4H
(CHD . HSC-T6 1) «-SMA F1 PDGF-B #2634
I3 R (P<<0. 05, P<<0. 01) ; 5 8.4l i 9 40
i S5 AF 8 IR 4 (D 4D M EE » oo SMA . PDGF-B [
KPR AEE BE TR (P<<0.01), W& 1. E 1,

(g (O]

la:group administered with conditioned medium of HepG2 only; 1b: blank group; 1c: group administered with conditioned

medium of HepG2 and Rosiglitazone; 1d: group administered with Rosiglitazone only

le:group administered with conditioned medium of HepG2 only; 1f; blank group; 1g: group administered with conditioned me-

dium of HepG2 and Rosiglitazone; 1h: group administered with Rosiglitazone only
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Figure 1 Expression of o-SMA and PDGF-B in HSC-T6
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Table 1 The effect of Rosiglitazone on expression of PDGF-B,a-SMA in HSC-T6 cultured under carcinous condition for 24h(zx=+s)

. Groups
Antibody
A B C D E
aSMA 0. 2767 £ 0. 03692 0. 2736 £ 0. 0418 0. 2863 = 0. 03507° 0.3512 0. 0345" 0. 2568 = 0. 04189
PDGF-B 0. 2542+ 0. 03917 0.2401£0.01941  0.3150+0.03435>  0.3753 0. 07636" 0. 2334+ 0. 01989

Note: compare with group A and B:*P<<0. 05," P<C0. 01
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