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Abstract

MicroRNAs (miRNAs) are single-stranded, 18-24
nucleotide long, non-coding RNA molecules
which are involved in virtually every cellular
process including proliferation, differentiation
and apoptosis by specifically interacting with the
mRNA and regulating the expression of genes.
Recently it has been found that miRNAs cooperate
with transforming growth factor (TGF-f), nuclear
factor kappa B (NF-kB), tumor necrosis factor o
(TNF-0) and other cytokines, and form complex
"network" signaling pathways to influence the
activation, proliferation, migration and apoptosis
of hepatic stellate cells (HSCs), suggesting that
miRNAs may regulate biological behaviors of
HSCs via various signal transduction pathways,
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and have a great influence on the development of
hepatic fibrosis. This article will review the impact
of miRNAs on the biological functions of HSCs via
different signal transduction pathways.
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