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HIGH DENSITY LIPOPROTEIN FROM CARDIOMYOPATHY PATIENTS IS NOT ANTI INFLAMMATORY 
J.B. Kim, G. Hough, G.C. Fonarow, M. Navab
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Objective: To determine the anti inflammatory capacity of HDL from cardiomyopathy patients. 

Background: Endothelial cells can induce adhesion molecules under the influence of pro inflammatory factors. Normal HDL can prevent this effect. Under inflammatory pressure such as in heart failure, coronary artery disease, renal failure and metabolic syndrome, HDL can undergo modification and lose is protective capacity.  We sought to determine the protective capacity of HDL from cardiomyopathy patients in preventing TNF induced VCAM-1 in endothelial cells. 
Methods: HDL was isolated from plasma obtained from healthy controls (n=10) or from patients with cardiomyopathy (n=10) using fast performance liquid chromatography. Cultured human aortic endothelial cells were stimulated with TNF alpha followed by addition of buffer or HDL at 50 ug per ml. Following incubation at 37degrees C, induction of VCAM-1 was determined using standard ELISA techniques. Results. TNF treatment induced VCAM-1 by 6.1 folds in endothelial cell cultures. HDL from healthy controls reduced the VCAM-1 levels by 63% to 51% (p=-0.032 compared to buffer alone). HDL from patients, however, failed to decrease the TNF induced VCAM-1. Conclusion: While normal HDL is capable of preventing the induction of VCAM-1 in endothelial cells stimulated by TNF alpha, HDL from patients with cardiomyopathy is not able to prevent VCAM-1 induction and thus is anti inflammatory.

