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Study on innate immunity mediated by human BPI
uponh bacterial infection
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Abstract

This study was undertaken to elucidate how bactericidal/permeability—increasing
protein (BPI) acts on innate immunity. When we examined phagocytosis of several strains
of bacteria by neutrophils in the presence of human serum, several substrains derived
from the same parental strain were engulfed at remarkably different levels. This result
suggests that the differences of genetic backgrounds among the substrains affect the
phagocytosis. Since BPI promotes phagocytosis of Gram—negative bacteria by neutrophils
through acceleration of complement activation, BPI may be a useful tool to identify

Gram—negative bacteria to survive from a host defense system.
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Figure 1.

BPI-related recombinant proteins examined in this study.
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and (B) N-BPI in HEK293 cells.
BPI assay using factor C.
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Figure 3. Phagocytosis of Gramnegative bacteria by neutrophils in
the presence of various concentrations of serum.
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