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Effects of alcohol-drinking
on endotoxin-induced disseminated intravascular coagulation

Noboru Horie

Department of Food Science and Nutrition,
School of Human Environmental Science,
- Mukogawa Women’s University, Nishinomiya 663, Japan.

This study was conducted to evaluate effects of alcohol-drinking in blood coagulation, fibrinolysis
platelet and organ failure on endotoxin (LPS)-induced disseminated intravascular cogulation (DIC) in
rats.

Fibrinogen level, PT and APTT as the parameter of blood coagulation, «,PI activity and FDP level
as the fibrinolysis, AST(GOT) activity and BUN level as organ failure and platelet count were as-
sayed. The increased AST(GOT) activity, shortened APTT, lowered fibrinogen level and decreased
a,PI activity was observed on the alcohol-drinking alone in comparison with non-drinking group. The
parameters of DIC in blood coagulation, fibrinolysis, platelet and organ failure apparently grew
worse more in LPS-induced DIC of alcohol-drinking group than in that of non-drinking group.

There results indicate that LPS-induced DIC in rat may play a change for the worse with alcohol-

drinking.
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Fig.1. The experimental protocole for examination
of the effects of alcohol-drinking on LPS-induced
DIC.
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Fig.2. Effects of alcohol-drinking on growth curve
of body weight. 1(®@-- ®):1 month drinking of
10% alcohol, 2(A---- A):2 months drinking,
3(m——m):3 months drinking, O——O :tapwater
alone.
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Fig.3. Variations of fibrinogen levels in plasma after
LPS injection(I.P.). Closed column: without
LPS, opened column: with LPS. Values are
mean+SD of 4 rats. Y% :p<0.05 and Y¢v%:p<0.01
versus 0. month group, % :p<0.05 and %%
p<0.01 versus without LPS.
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Fig.4, Variations of prothrombin time(PT)of plasma
afer LPS injection(I.P.). Closed column: without
LPS, opend column: with LPS. Values are
mean=*=SD of 4 rats. Y¢:p<0.05 and Y¢y%:p<0.01
versus. 0 month group, Y :p<0.01 versus without
LPS.
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Fig.5. Variations of activated partial thromboplastin
time (APTT) of plasma after LPS injection(I.P.).
Closed column: without LPS, opened column: with
LPS. Values are mean+SD of 4 rats. Yr:p<0.05
and Y¢¥%:p<0.01 versus 0 month group, %%
:p<0.01 versus without LPS.
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Fig.6. Variations of fibrinogen-fibrin degradation
products (FDP) levels in serum after LPS injec-
tion(I.P.). Closed column: without LPS, opened
column: with LPS. Values are mean®SD of 4
rats. Yy :p<0.01 versus 0 month group, %
:p<0.05 and % k:p<0.01 versus without LPS.
NDD: number of double dilution.
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Fig.7. Variations of aplasmin inhibitor activity in
plasma after LPS injection(I.P.). Closed column:
without LPS, opened column: with LPS. Values
are mean+SD of 4 rats.
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Fig.8. Variations of platelet count after LPS
injection(I.P.). Values are mean*+SD of 4
rats. Closed column: without LPS, opened
column: with LPS. ¥ :p<0.05 and Y<v¢:p<0.01
versus 0 month group, % :p<0.05 and
%% :p<0.01 versus without LPS.
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Fig.9. Variations of bood urea nitrogen levels(BUN)
in plasma after LPS injection(I.P.). Closed
column: without LPS, opened column: with
LPS. Values are mean+=SD of 4 rats. % :p<0.05
and %k:p<0.01 versus without LPS.
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Fig.10. Variation of activity pf asparagine amino
transferase (AST:GOT) in plasma after LPS in-
jection(I.P.). Closed column: without LPS,
opened column: with LPS. Values are mean=*SD
of 4 rats.
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