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Abstract

AIM: To investigate the activation of primarily
cultured hepatic stellate cells (HSCs) at
different differentiated stages after treatment
of exogenous transforming growth factor-f3,
(TGF-B;) and the alterations of related factors
during this process.

METHODS: HSCs were isolated from normal
rats and primarily cultured in the uncoated
plastics for 2, 3, 4, 5, 6, and 7 days. Then the cells
were incubated with 5 pg/L exogenous TGF-f,
for 24 hours. The morphological features of the
cells were observed under inverted microscope.
Western blot was used to detect the changes of
a-smooth muscle actin (a-SMA) after TGF-f,
treatment and the expression of transforming
growth factor B, recepter-II (TBR-1I) during the
activation of HSCs.
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RESULTS: During the process of in vitro culti-
vation, HSCs at different differentiated stages
showed different responses to exogenous TGF-f,
treatment. TGF-B, promoted the activation of
HSCs after the cells had been cultured for 2,
3, 4, and 5 days. The cells cultured for 3 days
were the most sensitive to TGF-B,, and the level
of a-SMA expression was increasd by 78.05%.
The changes of HSC morphology and a-SMA
expression were not significant in the cells cul-
tured for 6 and 7 days. TBR-II expression was
significantly higher in HSCs cultured for 7 days
than that in ones cultured for 3 days (3.30 £ 0.83
vs 1.55 + 0.38, P < 0.05).

CONCLUSION: The activation of partially-
activated HSCs can be promoted by exogenous
TGEF-B,, while the fully-activated HSCs lose this
response. The amount of TBR-1I expression is
not involved in this difference.
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