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Experimental study on the expression level of OPN and TGF-S1

in rat liver fibrosis model with tuber granule intervention
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FEE A 30 R R A MM S A EF x5 B AT 47 S ACAR A 3F 3
ST IF A R BT, 8 B JE KA Western blotting
#al OPN & & &k, R A &k &2 F k& n TGFA1
mRNA AR RF, EREF.RAGLFEREN ETH
B 74 97 41) 49 HA LN PCIL.CIV & #f % 7% % % 5 £ %
MARA BH EF(P<O0.0D BN SHEAEETHAA £
7 (P<C0.05) ; B A 4k & 77 2049 HA LN, PCIIIL, CIV 3 4 %,
A T AR A B 2 F (P<<0.01) 3 R A % & k%
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TGF-p1 A4z 6445 585 B A A0 kb, K4S 58 % 09 ifl 45
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Abstract: Methods The 30 rats were randomly divided into normal
control group. the non-treatment group of liver fibrosis model and
the treatment group of liver fibrosis model. Each group of rats are
take the following operation: Western blotting test OPN protein ex-
pression after eitht weeks, The PCR detection of TGF-1 mRNA
expression level. Results This study showed that the treatment group
of liver fibrosis model of HA, LN, PCIII, CIV radioimmunoassay

were higher than the treatment group have significant differences
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(P<C0.01), and the differences were statistically significant than the
non-treatment group of liver fibrosis model at the same time (P <C
0.05). The non-treatment group of liver fibrosis model of HA(Hyal-
uronic acid), LN (Laminin), PCIIT(Procollagen type 1), CIV ra-
dioimmunoassay showed significant differences compared to the
treatment group of liver fibrosis model (P<0.01). Using the treat-
ment group of liver fibrosis model of OPN protein expression level,
differences were found inthe normal group(t =2.236, P<C0.05), and
the differences were statistically significant than the non-treatment
group of liver fibrosis model at the same time (t=1.024, P<{0.01).
Using the treatment group of liver fibrosis model of TGF-81 mRNA
expression level of numerical difference compared with normal group
(t=2.245, P<C0.05), and compared with the non-treatment group
of liver fibrosis model had significant difference (¢t = 1.024, P<C
0.01). Conclusions The P. scandens granule could inhibit the OPN
protein expression, inhibition of TGF-81 mRNA expression, slow
down the progress of liver fibrosis. Through the experiments, it
showed that OPN associated with TGF-81 regulation of signaling
pathway and the specific signaling pathways regulating needs further
research.
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22 W] v 2 i 3R TR 3 R B 5 A A AL R R 0 DI AH 06 OF B
B A AR i A 25 T U 2R 4R AR 9T .

X 5 e A P 24 A T R B A5 U A AT A R RURIE
T AR Ik W T LR =2 K R B — W I A Nz
BRZ — W BACBE T RGNl DL R
P4503A AL EEIE P, 3 0 45 e BBk & &t REAR L =g, 7T
T HOEAME IR AR TR R . AR 2
9 % T WK R F AL R h OPN il TGF-g1 K F %Kik
H R S PERF 5K
L BRHS ik
1.1 Y RHS4A

Wistar #EPER B 30 H KT (150 10) g, iHiEH . M
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HL BB 3 50 AL DYSO-T1 B, 7 P 397 2 2B W B IR
BRI IEEAR Y 4% . SHA-C B, b i sl A FRA 7] 5
TR R A - MSC100 2, 7 i 37 3 B B A 2% A PR
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HEEH -4 *C .13 000 r/min &0 15 min, JE BT 4 2 8K
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PR BB IR VU 3 WE . LU o AR A BRIl 2R BN R
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S S5 50 “CHAERR 2 min, 93 “CHIAEYE 2 min, 93 “CAF P
1 min,60 CAS¥E 1 min 1 72 “CASPE 1 min, ZE{f1 40 MG,
LI GAPDH SN £ R, # 47 TGF-1 mRNA 2 ik M X} & &=
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Table 1 Comparison of serum HA, LN, PCIII and CIV in rats of each group (n=10)
ng/mL
2 51 HA PCIII CIvV
iEH A 90.67415.21" 6.2874-2.45 " 31.126.54 7.4242.10"
BRI R 7 41 485.674105.19 40.35+5.36 89.24+8.64 57.36+3.38
BERLA YT 40 207.48£78.294 29.38+3.384 56.284+7.854 32.5943.544

T FORIEH A0S IR b 5 R AR VA ST A RSTRDVE ST 4L AR LU 3 28 S (P<C0.01) s ARIRBERLAE
T LA 2% TS b S5 AL T 2 A E A 22 5 (P<<0.05)
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BUAF AR A7 A AL B 5 E W AL B B % 2 5 (P<
0.01) , [l ik SRR J6 Y7 U AH LU A 25 5 (P<T0.05) . IR
VBT W I LT e A0 K O s e o & TILET 4E AL I B 53R 9T AR
P 35 22 5 (P<C0.01) S A i3 BH X8 4 Jie AR ) 48 2% 1 JiF
UL E R .
2.2 MERBEHHFI OPN EARENFE

2% 2 AT, SR TS 2% R 9T (AR 9T 4D J5 L 7T LA B
BaH OPN RS, HEEKFRIEFAAESR =
2.236,P<C0.05), IR BEMIEBRTHAEREFER =
1.024,P<C0.01), OPN B #E B MIELELE 1,

2 SAOPNEARZHEKFLE
Table 2 Comparison of OPN protein expression levels in

each group (n=10)

2571 OPN/GAPDH
EH A 1.0254+0.0206 "
BEAVEIR T A 3.016540.1726
BEALARYT 4 1.9687+0.10544

T« FORMBIALAR VAR T 4100 45 4R bR 5 IE H AL R
BRI A L A B 2 5 (1 =1.024, P<
0.01) s ABLRIIE YT 2 1 45 0L b 55 8 B35 97 4l
A 2 5 (1 =2.236,P<C0.05) ,

_0PN
GAPDA
IEWE BRARGTH EARATTE

Bl OPNEZaXkiZHHBLA

Figure 1 Development exposure of OPN protein expression

2.3 #&%8 TGF-51 mRNA FRix#EKFr L&

2 3 AT, SR FH XS K R T (BB 3R 7 41D )5 - R LA BH
BAH TGF-81 mRNA ik, HBE K FRIEF A A LS
(1 =2.245,P<C0.05) , Ml B} L AL AR VR IT H A L 25 = (0 =
1.142,P<C0.01),

3 ik

Ak . OPN AR by 41 i o1 %5 B i 3F 68 0% 48 (A 4 4% - 78
JiF &7 4 Al ad 7 P A4 - Z 2005 & R LT, OPN 1] fig
WASHA M ERN) —NEENAEYRED . RIS AN

£ 3 #&#A TGF-B1 mRNA Rk EKFLE
Table 3 Comparison of TGF-81 mRNA expression

levels in each group(n=10)

2451 TGF-81/GAPDH
EH A 0.896 24+0.112 4%
BRI E R 4 2.875 640,204 4
HERIGRYT 20 1.156 840,105 44

T FORBIRAEIR T AL F8 Fi 5 R RIR T AUM LA
25 (1=1.142,P<C0.01) ; ABLEIA ST 41 5 45 5
EH A A 22 5 (1 =2.245,P<C0.05) ,
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