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Abstract

AIM: To investigate the expression of leptin in
hepatic fibrosis and explore its correlation with
the expression of TGF-B1 and o-SMA as well as
its relation with the activation of hepatic stellate
cells (HSC).

METHODS: Forty healthy male SD rats were
randomly divided into normal control group
and carbon tetrachloride treatment group. The
rats were given a subcutaneous injection of
either vehicle or carbon tetrachloride, and sac-
rificed at weeks 2, 4 and 6 after the injection,
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respectively. The mRNA and protein expression
of leptin, TGF-p1 and a-SMA was assayed by
reverse transcription-polymerase chain reaction
(RT-PCR), Western blot and immunohistochem-
istry, respectively.

RESULTS: Leptin, TGF-B1 and a-SMA were
lowly expressed in normal liver tissues. After
injection of carbon tetrachloride, the expression
of leptin, TGF-B1 and a-SMA began to increase
at week 2 and was significantly higher at weeks
4 and 6 (P < 0.05), showing a gradually rising
trend. The expression of leptin was positively
correlated with that of TGF-p1 and a-SMA (r =
0.668 and 0.570, respectively; both P < 0.05).

CONCLUSION: The expression of leptin, TGF-p1
and a-SMA increases with the development of
hepatic fibrosis. Leptin is probably involved in
the activation of HSCs and the synthesis of ex-
tracellular matrix (ECM) in the development of
hepatic fibrosis.
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