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EFFECTS OF FENOFIBRATE THERAPY ON CIRCULATING ADIPOCYTOKINES IN PATIENTS WITH PRIMARY HYPERTRYGLYCERIDEMIA 
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Background: Adipocytokines including adiponectin and leptin may serve important roles in linking metabolic signals, inflammation, and atherosclerosis. We investigated effects of fenofibrate therapy on endothelial dysfunction and adipocytokine profiles.
Methods: A randomized, single-blind, placebo-controlled, cross-over study was conducted in 53 patients with primary hypertriglyceridemia. We administered placebo or fenofibrate 200 mg daily for 8 weeks.
Results: When compared with placebo, fenofibrate therapy decreased non-HDL cholesterol, apolipoprotein B, and triglycerides while increasing HDL-cholesterol and apolipoprotein A-I (all P<0.001) and decreasing total cholesterol (P<0.05). Moreover, fenofibrate therapy substantially improved the percent flow-mediated dilator response to hyperemia by 55¡¾7% (P<0.001), lowered plasma levels of fibrinogen and TNF-alpha by 9¡¾2 % (P<0.001) and 6¡¾3 % (P=0.014), respectively, and lowered hsCRP from 1.10 to 0.90 mg/l (P=0.004). When compared with placebo, fenofibrate therapy increased plasma levels of adiponectin by 17¡¾4% (P=0.001), insulin sensitivity by 4¡¾1% (as assessed by QUICKI, P=0.009), and decreased plasma levels of leptin and resistin by 4¡¾7% (P=0.022) and 10¡¾3% (P=0.001), respectively. There were correlations between percent changes in QUICKI and percent changes in adiponectin levels (r= 0.279, P=0.043) or leptin (r= -0.280, P=0.042).
Conclusions: Fenofibrate therapy significantly improved percent flow-mediated dilator response to hyperemia, reduced pro-inflammatory biomarkers, and improved adipocytokines levels and insulin sensitivity in hypertriglyceridemic patients. Thus, actions of fenofibrate to regulate adipocytokine levels may be linked to beneficial effects on pro-inflammatory status that simultaneously improve both endothelial and metabolic function in patients with primary hypertriglyceridemia.

