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ABSTRACT: The hyperlipidemia in patients with primary nephrotic syndrome are strikingly elevated concentrations of plasma total
cholesterol (Ch) and low density lipoprotein cholesterol (LDL-Ch), triglyceride (TG) and very low density lipoprotein cholesterol (VLDL
-Ch). The high density lipoprotein cholesterol (HDL-Ch) levels are reported to be unchanged or reduced. In addition, maturation from
HDL3 into HDL2 is impaired and leads to a significant elevation of HDL3 and a marked reduction in HDL2. The mechanism of
hyperlipidemia in nephrotic syndrome is a very complicated process that even today remains unclear. Three major mechanisms could
induce hyperlipidemia: (1) hypoalbuminemia may lead to increase in the synthesis of albumin and other proteins by the liver, including
lipoproteins (2) decreased catabolism of lipoprotein (3)abnormalities of high density lipoprotein (HDL) maturation and metabolism. This
paper summarizes this differences.
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