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Introduction: LDL-apheresis, a treatment for familial hypercholesterolemia (FH), significantly lowers LDL-C and inflammatory markers such as C-RP, CD40 ligand and tissue factor. LDL-apheresis also lowers HDL-C, which might be considered therapeutically counterproductive since HDL-C is known to be anti-inflammatory. Recently, it has been demonstrated that HDL-C may have pro-inflammatory properties, as seen in its ability to alter LDL-induced monocyte chemotactic activity (MCA).Aim: To observe the potential acute effects of LDL-apheresis on pro-inflammatory HDL.
Method: We examined 13 patients (6 males) with CVD and FH, mean±SD age 55.8±10.2 yr. For more than 6 months patients had been receiving bi-weekly LDL-apheresis (10 HELP, B Braun; 3 Liposorber, Kaneka). Once for each patient, immediately before and immediately after treatment, plasma was collected for analysis of inflammatory HDL (migrated monocytes per field - mmpf) and full lipid panel (Beckman Coulter Inc.).
Results: Following treatment, LDL-C decreased by 52% (208 mg/dL to 99 mg/dL, p<0.001) and HDL-C decreased by 16% (49 mg/dL to 41 mg/dL, p<0.001). At the same time, inflammatory HDL dropped from 22.5±4.4 mmpf to 14.2±2.3 mmpf, a 37% acute reduction (p<0.001). Moreover, pre- apheresis inflammatory HDL was highly correlated with its acute reduction (r=0.89, p<0.001). 
Conclusion: We found that LDL-apheresis acutely reduces inflammatory HDL. The clinical significance of this reduction is unclear. However the results are consistent with the anti-inflammatory effects of LDL-apheresis and may account for the majority of HDL-C reduction.

