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ABSTRACT IMPROVING PURIFICATION CETP-444 NON-DEGLYCOSYLATED PROTEIN CRYSTALLIZATION
Cholesteryl ester transfer protein (CETP) shuttles various lipids between lipoproteins i ity (¢ jeld) ey ST SR 0 TS RS ST DM UEiES Bt Key learnings:
resulting in the net transfer of cholesteryl esters from atheroprotective, high-densi ' Conventonal (20-40% yield Afiity (85% veld oo cbalilo eesetalioaciyijadoeneton Sdays 7days i oy

9 v P g 1y Hydrophobic Chrom. CNBR-X-linked 2E7 « Extensive deglycosylation of DM did not abolish activity (70%) 4C is essential

lipoproteins (HDL) to atherogenic, lower-density species. Inhibition of CETP raises HDL
cholesterol and may potentially be used to treat cardiovascular disease.
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