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Endotoxin-induced lung injury - The role of
oxidants and the effect of OHP therapy.

Our previous study demonstrated the efficacy of
OHP therapy to endotoxin shock in human and
experimental animals. In order to elucidate the
effects of OHP therapy to the lung injury induced
by endotoxin injection in guinea pigs, antioxida-
nts (superoxide dismutase and catalase) and ma-
lonaldehyde as a result of lipid peroxidation reac-
tion in the lung tissue were biochemically.evaluat-
ed with a correlation to histological changes.

Endotoxin injection induced prominent histo-
logical lung injury through oxidants released from
leukocytes sequestrated in the lung. Oxidants
reactions were also observed in the animals ex-
posed to OHP as long as 3 hours and resulted in
histological changes characterized by edema.
The endotoxin-injected animals with OHP thera-
py showed remarkable and prolonged oxidant
reactions, and there were no significant histologi-
cal differences between endotoxin-injected ani-
mals with and without OHP therapy.

From these results it is suggested that OHP
therapy has a potential role for producing lung
injury through augmented oxidant reactions in
endotoxin shock. Thus OHP therapy should be
carefully applied to the clinical use in patients
with endotnxin shock.
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