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Endotoxin-induced lung injury—Role of active
oxygen and the effect of OHP therapy

Noriko Kojima, Masao Miyashita, Takeshi
Matsuda, Shin-ichirou Koizumi, Yasuhito Shim-
izu, Toshirou Yoshiyuki, Kimiyoshi Yokoi, Norio
Matsukura, Deog Young Kim, Satoru Abe, Takao
Takizawa, Masayuki
Yoshiyasu, Akira Tokunaga, Noritake Tanaka,
Yukichi Moriyama and Masahiko Onda
The First Department of Surgery, Nippon Medi-
cal School, Tokyo.

To elucidate the mechanism of the effect of
OHP upon endotoxin-induced lung injury, bio-
chemical effects of oxidant upon metabolism and
also the morphological changes of lung tissue
were studied using guinea pigs.

After administration of endotoxin, remarkable
decrease of leucocytes in right atrium, decrease of
SOD activity and elevation of MDA in lung tissue
were observed. Degeneration of type II alveolar
cells and alveolar capillaries, edema in stroma
were noted microscopically in endotoxin treated
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lung. Contrary to these findings, these changes
were not observed in OHP treated animals.
From these results, it is suggested that OHP is
effective to reduce lung injury by improving oxi-
dant metabolism in endotoxin shock.
(author’s abstract)
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