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Abstract

Activation of hepatic stellate cells (HSCs) is the
key factor in the formation of hepatic fibrosis,
so in present research, it becomes a hotspot
that how to maintain the quiescent phenotype
of HSCs. Peroxisome proliferator-activated re-
ceptor y (PPARy) is a ligand-activated nuclear
transcription factor, which can maintain the qui-
escent phenotype of HSCs by means of affecting
the lipocytes, leptin, cytokines, transcription
factors and cell cycle as well as by its synergistic
action with Farnesoid X receptors. This paper
discusses how PPARy maintains the quiescent
phenotype of hepatic stellate cells.
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