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Abstract

When gomisin A was administered with lipopolysaccharide into mice which had been
injected with heat-killed Propionibacterium acnes 7 days before, remarkable improvements in
the survival rate and in the histological changes of the liver were observed. In order to find
out how gomisin A suppresses the induction of massive hepatic cell necrosis in this experi-
mental model, we studied the effects of gomisin A on the activation of liver adherent cells,
from which the interleukin 1 and tumor necrosis factor (TNF) is released. As a result,
gomisin A inhibited the activation of liver adherent cells and suppressed the release of the
interleukin I and TNF,

Key worods gomosin A, acute hepatic failure, interleukin 1, tumor necrosis factor
(TNF).

Abbreviations Con A, concanavalin A ; EDTA, ethylenediaminetetraacetic acid, di-
sodium salt ; HBSS, Hanks’ balanced salt solution ; HEPES, N-2-hydroxyethyl-piperazine-
N'-2-etanesulfonic acid ; IL, interleukin . LPS, lipopolysaccharide ;. NK, natural killer |
PBS, phosphate buffered saline ; PG, prostaglandin . P. acnes, Propionibacterium acnes ;
RPMI, Roswell Park Memorial Institute ; *H-TdR, tritiated thymidine : TNF, tumor nec-
rosis factor.
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Fig. 1 Interleuikin 1 synthesis by Propionibacte-

rium acnes-elicited liver macrophages stimu-
lated with lipopolysaccharide.
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Fig. 2 Kinetics of interleukin 1 synthesis by Propionibacterium acnes-elicited liver macro-

phages.
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Fig.3 Tumor necrosis factor (TNF) synthesis by
Propionibacterium acnes-elicited liver macro-
phages stimulated with lipopolysaccharide.
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Fig. 4 Tumor necrosis factor (TNF) synthesis by
Propionibacteriiun  acnes-elicited liver macro-
phages stimulated with lipopolysaccharide.
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Fig. 5 Kinetics of tumor necrosis facter (TNF)
synthesis by Propionibacteriim  acnes-elicited
liver macrophages.
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