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Abstract ; Dietary polyunsaturated fatty acid (PUFA) regulates gene expression by controlling the activity
or abundance of transcription factors. PUFA upregulates the expression of genes dedicated to hepatic fatty
acid oxidation by activating peroxisome proliferator-activated receptor o« (PPAR«a ), inhibits hepatic fatty
acid synthesis by suppressing sterol regulatory element-binding protein-1c¢ ( SREBP-1¢). Both PPAR«
and SREBP-1¢ play important roles in the pathogenic process of nonalcoholic fatty liver disease
(NAFLD). In this review, we focus on PUFA regulating transcription factors involving PPARa, SREBP-
lc as well as others such as liver X rceptor, hepatic nuclear factor4 etc, provid new targets for treatment

of NAFLD.
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