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Abstract

AIM: To investigate the expression of
transforming growth factor-p1 (TGF-p1),
Smad2/3, Smad4 and Smad?7 in Schistosoma
japonicum-fibrotic liver tissues and to explore
the fibrogenic molecular mechanism.

METHODS: Eighty healthy ICR mice were ran-
domly divided into model group and normal
control group. The model mice were infected
with cercaria of Schistosoma japonica. The mice
in both groups were killed at the end of the 4",
6", 8" and 12" wk respectively, and their livers,
spleens, and bodies were weighed. Liver tissues
were taken for HE and scarlet staining. Tissue
microarray was prepared and immunohisto-
chemical staining was used to detect the expres-
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sion of TGF-B1, Smad2/3, Smad4 and Smad?7.

RESULTS: In comparison with those in the
normal control group, the livers and spleens of
model mice were heavier and liver/body ratio
was higher (liver, 12 wk: 2.99 + 0.28 g vs 1.83 *
0.13 g; spleen, 12 wk: 0.87 £ 0.15 g vs 0.14 + 0.02
g; liver/body ratio, 12 wk: 0.09 + 0.01 vs 0.04 +
0.00; all P < 0.01); the expression of TGF-$1 and
Smad2/3 was significantly stronger in livers of
the model mice (TGF-p1, 12 wk: 0.105 + 0.008 vs
0.024 + 0.002; Smad2/3, 12 wk: 0.094 + 0.009 vs
0.003 £ 0.001, all P < 0.01), and the above indexes
were positively correlated with the degrees of
hepatic fibrosis (r = 0.635, 0.482, 0.646, 0.347,
and 0.662, respectively; all P < 0.05). Smad4 was
found increased in livers of the model mice, but
its expression decreased with the development
of hepatic fibrosis (4 wk: 0.075 £ 0.011 vs 0.023
0.006, 6 wk: 0.043 + 0.008 vs 0.010 * 0.002, 8 wk:
0.038 £ 0.009 vs 0.003 £ 0.002, 12 wk: 0.028 + 0.004
vs 0.013 £ 0.006, all P < 0.01). Smad? expression
heightened only at the 8" wk.

CONCLUSION: TGF-pf1 and Smad2/3 might
play important roles in liver fibrogenesis and
Smad4’s effect might occur at early and middle
stage of hepatic fibrosis.

Key Words: Liver fibrosis; Schistosomiasis japoni-
cum; Transforming growth factor-1; Smads
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x® 1 MERRINEIFIRREZ ). FFEERATFF4{L¥D (mean + SD) WA # 5
AFFR#E—FE
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= = T 2 4 Je 6
4wk ) T 24 A, Smad4
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4R TGF-p1 Smad2/3 Smad7 Smad4
4 wk
BHIE 0.056 +0.011° 0.034 +0.007° 0.038 +0.007 0.075+0.011°
ERA 0.014 +0.002 0.005 + 0.002 0.020 + 0.005 0.023 +0.006
6 wk
BRI 0.095 + 0.007% 0.037 + 0.005" 0.020 + 0.002° 0.043 £ 0.008®
IER4AE 0.036 + 0.009 0.006 + 0.002 0.022 +0.005 0.010 +0.002
8 wk
it 0.099 +0.010®° 0.102 + 0.009°*° 0.058 + 0.007°° 0.038 +0.009%°
ERA 0.035+0.001 0.011 £0.007 0.021 + 0.005 0.003 +0.002
12 wk
BRI 0.105 + 0.008% 0.094 + 0.009°* 0.039+0.002%° 0.028 + 0.004%*
IERAE 0.024 + 0.002 0.003 +0.001 0.029 +0.004 0.013 +£0.006

°P<0.05 vs 4 wk; "P<0.01 vs IEE2E; °P<0.05 vs 8 wk; °P<0.05 vs 6 wk.
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