Ret Finger Protein (RFP) Promotes Adipogenesis and Systemic Metabolism by Activating PPAR-γ
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Introduction. RFP (also known as TRIM27) is a multifunctional E3 ubiquitin ligase that regulates transcription. While it was previously reported to repress myogenesis , its role in adipose tissue metabolism remains unclear.
Aims. To investigate the role of RFP in adipose tissue metabolism and to determine if it could be a potential therapeutic target for obesity and metabolic disorders.
Methods. We used global and adipocyte-specific RFP knockout male mice on a high-fat diet (HFD) and conducted mechanistic studies to examine the interaction between RFP and PPAR-γ.
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Results. RFP deficiency in mice reduces weight gain and improves metabolic health. Mechanistically, RFP promotes adipocyte differentiation by activating PPAR-γ, a role supported by its elevated expression in obese human adipose tissue.
Discussion. RFP positively regulates adipogenesis and systemic metabolism by activating PPAR-γ. Its genetic ablation confers resistance to HFD-induced obesity, suggesting that targeting RFP could be a potential therapeutic strategy for obesity and related metabolic disorders.
(Unpublished data)
