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Abstract

AIM: To investigate the effects of Zhuanggan
Zhuyu Decoction (ZZD) on the expression
of TBR I /II, Smad3, Smad4 and Smad?7 in
experimental liver fibrosis of rats, and to explore
its anti-fibrotic molecular mechanism.

METHODS: Forty-four Wistar rats were used in
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this study, 8 of which were selected as normal
controls (group A), and the rest were used to
establish liver fibrosis model with carbon tetra-
chloride (CCl,) and combined factors. At the 4th
wk, four rats were executed to confirm the for-
mation of liver fibrosis, and then the rest of rats
were randomly divided into the pathological
model group (B), ZZD-treated group (C), colchi-
cine-treated group (D) and Dahuang Zhechong
Pill-treated group (E). The rats in group B were
treated (ig) with saline. At the end of the 6th wk,
the formation of hepatic fibrosis was observed
by HE staining and the expression of TBR I / II,
Smad3, Smad4 and Smad? were detected by SP
immunohistochemistry.

RESULTS: Six weeks later, in comparison with
that in group B, the structure of liver lobules
almost restored to normal in groups C, D and E;
the fibrous septum became thinner; the expres-
sion of TBR I / II, Smad3 and Smad4 were also
significantly decreased (TPR-1:2.75 £ 0.10, 3.14
+0.07,3.44 + 0.06 vs 5.47 £ 0.13, P < 0.01; TBR-1I:
1.86 £ 0.12, 2.09 + 0.10, 2.53 + 0.12 vs 3.52 + 0.15,
P <0.01; Smad3: 2.28 + 0.59, 3.84 £ 1.11, 3.97 £ 0.90
vs 5.65 £1.28, P < 0.01; Smad4: 1.57 £ 0.53, 3.15 +
0.79,3.37 £ 0.78 vs 5.25 £ 1.60, P < 0.01), whereas
the expression of Smad?7 was significantly in-
creased (3.45 £ 0.58, 2.09 £ 0.38, 1.75 + 0.29 vs
0.73 £ 0.34, P < 0.01). The effect in group C was
stronger than that in group D or E, and the dif-
ferences were significant (both P < 0.01).

CONCLUSION: ZZD can reverse liver fibrosis
induced by CCl, and combined factors and the
mechanism may be associated with its effect on

regulating and controlling the expression of TPR
I /1I, Smad3, Smad4 and Smad?.
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brosis; TBR/Smads; Signal pathway
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1 RAWADNETLALATER | /1l . Smad3, Smad4. Smad7ZRIX( x 400). SA:TBR ; B: TBR ; C: Smad3;
D: Smad4; E: Smad7; cF:TBR ; G: TBR ; H: Smads; I: Smad4; J: Smad7.
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