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CAN LDL-APHERESIS ALTER KINETIC PARAMETERS OF LDL METABOLISM? A CASE STUDY
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Introduction: Familial hypercholesterolemia (FH) is an autosomal dominant disease, causing a reduction in the synthesis of the low density lipoprotein receptor (LDL-r), thus reducing uptake of LDL cholesterol (LDL-C) and increasing biosynthesis by the liver. It is well established that LDL-apheresis has an impressive effect on LDL-C reduction, arrest of progression or regression of cardiovascular disease, however its long-term effects on the kinetic parameters of LDL metabolismis hardly documented. 

Methods: A 61-year-old male heterozygous FH patient with diabetes, hypertension, obesity, and a prior myocardial infarction, was started on LDL-apheresis secondary to dyslipidemia (LDL-C =218 mg/dL) resistant to pharmacological therapy (simvastatin 80 mg daily and niacin 1500 mg daily) and diet. LDL-apheresis was performed every two weeks for seven months, then, due to reduced baseline pretreatment LDL-C levels, every three months for twenty-one months, after which we ended treatments without witnessing the characteristic rebound in LDL levels. 

Results: 

	Lab Results
	 Before initiating apheresis
	At the end of  treatment 
	One year after cessation of apheresis 

	LDL (mg/dL)
	218 
	102 
	114 

	HDL (mg/dL)
	46 
	42 
	49 

	Total Cholesterol(mg/dL)
	300 
	172 
	178

	Total Cholesterol/LDL
	6.50
	4.1
	3.6

	Non-HDL
	254
	130
	129


Conclusion: Chronic LDL-apheresis resulted in the permanent stabilization of LDL-C levels. A possible mechanism for this occurrence is the up-regulation of LDL-r, causing an increased fractional catabolic rate and decreased biosynthesis by the liver. This may be a feedback mechanism which includes plasma LDL-C concentrations as a regulatory component.
