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The Metabolic Syndrome (MetS) is a common complex metabolic disorder that results from the increasing prevalence of obesity. MetS refers to a constellation of risk factors apparently associated with risk for both cardiovascular disease (CVD) and T2DM.

Endothelial Lipase (EL) exhibits a significant degree of homology with LPL (45%) and HL (40%). The ratio of TG – Lipase to phospholipase activity of EL was 0.65, compared with 24.1 for HL and 139.9 for LPL. Increased visceral adiposity is significantly correlated with elevated plasma EL levels. EL activity in adipose tissue may represent an alternative mechanism for the uptake of PL – derived FAs in lipoprotein deficient adipose tissue.

Plasma EL concentration in both post heparin and routine pre – heparin plasma, are significantly associated with MetS features and with subclinical atherosclerosis. EL concentration are inversely associated with HDL-C and positively associated with obesity, TG, fasting glucose, and hypertension, factor composing the MetS, and EL concentration are positively associated with CAC, a measured of subclinical atherosclerosis. EL expression is increased by biophysical forces such as shear, cyclic stretch, inflammatory cytokines. EL expression also upregulated by Ang II, thus EL expression is increased in hypertension and EL might have a role in the local pathophysiology of vascular disease. LPL and HL preferentially hydrolyze TG – rich lipoprotein (chylomicrons, VLDL and IDL), whereas EL is more active against HDL, and EL is also capable of hydrolyzing apo B – containing lipoproteins. Independent of its lipolytic activities, EL significantly enhance the binding of VLDL, LDL, and HDL to cell – surface HSPG. EL phospholipase activity generates smaller, lipid – depleted HDL, and facilitates the dissociation of Apo AI from HDL, and its subsequent catabolism. Secretion and activity of EL were upregulated in ECs by proinflammatory cytokines, such as TNF-α, IL-1 and IL-6 mediated inpart by NF-((. Thus EL is a mediator of HDL metabolism, and upregulated by inflammation.

EL concentration in plasma has been associated with most of the clinical features of the MetS. EL plays a role in the etiology of the atherogenic lipoprotein phenotype, characteristic of the MetS. Increased EL activity is linked to the underlying proinflammatory state in this condition.


