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Effect of ApoE-HDL on lipid metabolism of astrocytes
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In this study we investigated the effects of apoAl-HDL, apoE-HDL and
oxidised HDL on the growth rate of astrocytes. Total HDL, apoAl-HDL and apoE-HDL were fractionated
from each HDL fraction by ultracentrifugation and affinity chromatography, and after copper sulphate

oxidation, the degree of HDL oxidation was confirmed and examined by cell growth assays.
Non-oxidised ApoE-HDL increased the growth rate of astrocytes, and oxidation-modified total HDL and
ApoAl-HDL also showed significant increases in cell growth rate. The results suggest that the
physiological effects of each HDL fraction and the combined factors of different degrees of
oxidation affect the growth rate of astrocytes.
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