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Abstract

AIM: To investigate the expression of Smads
gene and its significance in rats with liver
fibrosis induced by carbon tetrachloride
(CCL).

METHODS: Eighty healthy male SD rats were
randomly divided into two groups: normal con-
trol group (n = 40) and hepatic fibrosis model
group (n = 40). Experimental liver fibrosis was
induced by subcutaneous injection of CCl,. The
deposition of collagen fiber in liver was detected
with Masson and VG staining. The expression
of Smad3, Smad4, Smad6, and Smad7 were as-
sayed with in situ hybridization (ISH) and im-
munohistochemistry (IHC).

RESULTS: A significant increase of collagen de-
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position and rearrangement of the parenchyma
were noted in fibrosis model rats. The semi-
quantitative histological scores (3.29 + 0.68 vs 0,
P <0.01) and average area of collagen deposition
(290.86 + 89.37 um’ vs 56.12 + 21.45 ym’, P < 0.05)
in model group were significantly increased.
The positive rate of Smad4 protein expression
was higher in model group than that in control
group (4.27% = 0.43% vs 2.86% = 0.86%, P < 0.05),
but the positive rate of Smad7 protein expres-
sion was not markedly different between the
two groups. The A values of Smad3 mRNA (0.167
£ 0.092 vs 0.010 £ 0.002, P < 0.05) and Smad4
mRNA (0.241 + 0.098 vs 0.021 + 0.004, P < 0.05)
were significantly higher in model group that
those in control group. Meanwhile, although
the expression levels of Smad6 and Smad?7
mRNA were increased in model animals, there
were no significant differences between the two
groups. The protein expression of Smad4 and
the mRNA expression of Smad6 and Smad7
were at very low levels both in normal and in
model animals.

CONCLUSION: Unbalanced expression of
Smads exists in experimental hepatic fibrosis of
rats. TGF-B-Smad signal pathway may take part
in the occurrence and progression of liver fibro-
sis in rats.
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