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Abstract : Experimental induction of apoptosis by bacterial lipopolysacchardie is useful for
understanding the role of apoptosis cell death in clinical endotoxin shock or septic shock.

Thirty three mice were injected intraperitoneally with D-galactosamine (20mg) and lipopolysac-
charide (5pg) per mouse. Five to eight mice per each experimental group were sacrificed at 6, 12,
24, 48 and 72 hrs post administration.

The cells with apoptotic bodies in H-E stained sections were investigated histologically. Develop-
ment of the apoptotic bodies in livers was observed in 11 of 33 mice (33.3%). These cells were
diffusely or collectively appeared only in liver but not observed in kidney, thymus and spleen.

Mean percentage of the cells with apoptotic bodies in the livers were 0.32, 4.34 and 5.50%
respectively at 6, 12, and 24 hrs post administration. But percentage of these apoptotic cells were
fairly less in 48 and 72 hrs post administration. The percentages of cells with 3 to 9 apoptotic
bodies per cell were 70~90% of all apoptotic cells. The cells with more apoptotic bodies than
limit number at 12 to 72 hrs post administration were belived to be necrosed.

The percentage of positive cells by TUNEL methods were 0.00~0.08, 0.00~0.52, 1.63~4.18, 1241~
20.21 respectively at control, 6, 12 and 24 and less than 0.01% at 48 and 72 hrs.

The above results suggest that development of liver cell apoptosis by lipopolysaccharide (Spg)
and D-glatosamine (20mg) was less at 6 hrs and markedly increased at 12 to 24 hrs and then
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was fairly less at 48 and 72 hrs post administration.

Key words : apoptosis, TUNEL method, lipopolysaccharide, liver, mouse.
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Table 1. Comparison of mice with apoptotic bodies in livers after treatment

Hours after treatment 6 12 24 48 72 total
No. of mice tested 8 7 7 5 6 33
No. of mice with apop* bidoes 3 3 2 1 2 11
% of mice with apop bodies 37.5% 42.9% 28.6% 20.0% 33.3% 33.3%

apop* : apoptotic.
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Graph 1. Comparision of cells with apoptotic bodies post ad-
mini-stration.
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Graph 2. Comparision of apoptotic cells by body number post
administration.
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Graph 3. Comparision of apoptotic cells by Tunel method post
administration.
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Legends for figures

Fig 1. Numerous apoptotic cells with condensed nuclei or apoptotic bodies are seen in liver of a mouse from 24 hrs post ad-
ministration. H-E stain, Bar = 50.6pm.

Fig 2. Higher power of fig 1. Condensed nuclei or apoptotic bodies (arrows) are seen. H-E stain, Bar = 25.3um.

Fig 3. Many necrosed-apoptotic bodies (arrows) in sinusoid are seen in liver of a mouse from 72 hrs post administration. H-E atain.
Bar = 25.3pm.

Fig 4. Condensed nuclei and apoptotic bodies (arrows) of liver cells by high power are seen in liver of a mouse from 12 hrs post ad-
ministration. H-E stain. Bar = 10.2pm.

Fig 5. Several apoptotic hepatocytes (arrows) with brown color nucleus are seen at liver of a mouse from 24 hrs post administration,
TUNEL method. Bar = 25.3pm.

Fig 6. Many apoptotic bodies (arrows) with brwon color are seen at liver of a mouse from 72 hrs post administration. TUNEL method.
Bar = 25.3um.
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