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Abstract

HDL is a group of lipoproteins which play an important role 1n removing excess cholesterol
from cells and in preventing oxidation of LDL. During infection and inflammation, there are changes
in the composition and function of HDL. During bacterial infection, endotoxin or lipopolysaccharnde
(LPS) from zram-negative bacteria and lipoteichoic acid (LTA) from gram-positive bacterna can
induce cytokine release causing septic shock in infected patients. Previous studies have shown that
HDL, as part of innate immunity, can bind both LPS and LTA and ameliorate their toxic effects,
resulting in decreased cytokine release. This study was performed to examine the effect of HDL on
the growth of bacteria. HDL was isolated from sera of normal hamsters and LPS-1njected hamsters,
and subsequently incubated with bacteria to assess bacterial growth. The results show that both
normal HDL and acute-phase HDL (from LPS-injected animals) could not inhibit the growth of either
eram-negative or gram-positive bacteria. Similarly, apo HDL, the prowein portion of HDL, could not
inhibit the growth, whereas apolipoprotein A-I (apo A-I), the main protein of HDL, significantly
inhibited the growth of gram-negative Escherichia coli, but not gram-positive Staphylococcus

epidermidis. Our result suggests an important role of apo A-I in the host defense against gram-

negative bacterial infection. Further study in in vivo models 1s warranted.



