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Pemafibrate as a highly effective PPAR-a agonist treating hyperlipidemia

WAN Li
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Abstract: Pemafibrate (Parmodia®) is a novel, highly selective peroxisome proliferator-activated receptor (PPAR)-o. agonist. It acts by
binding to PPAR-a and regulating the expression of target genes that modulate lipid metabolism, thereby leading the reduced plasma
triglyceride levels and the increased high-density lipoprotein cholesterol levels. Oral pemafibrate developed by Kowa Company has

been approved in Japan on July 3, 2017 for the treatment of hyperlipidemia. The properties, pharmacokinetics, pharmacodynamics, and

clinical trials about pemafibrate in the review are introduced to guide the doctors and the patients.
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