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Legends for Figures

Abbreviations for photomicrographs and electron micrographs;

CV: central vein, IC:

faced endoplasmic reticulum, sER: smooth surfaced endoplasmic reticulum,

interlobular connective tissue, N: nucleus, M:mitochondria, rER: rough sur-

HC: hydropic change,

GF: glycogen field.

Figs. 1-10 : photomicrographs.

Figs. 11-20 : electron micrographs.
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Fig.10.

1.

. Liver of a rabbit dosed with 15% ethanol for 60 days.

. Liver of a rabbit given 30% ethanol for 5 days,

Liver of a rabbit dosed with 5% ethanol for 5 days. The CV and sinusoids are dilated. Hema-
toxylin and eosin H&E. stain. x 190.

Liver of a rabbit dosed with 5% ethanol for 30 days. Moderately dilated CV and sinusoids
are seen. Necrosis of liver cells and proliferated IC are also observed. H&E. stain. X 190.

Liver of a rabbit dosed with 5% ethanol for 90 days, showing necrosis of the liver cells and
proliforation of the IC. H&E. stain. X 190.

. Liver of a rabbit dosed with 15% ethanol for 5 days. Lipid droplets in the portal area are

shown. H&E stain. x 190.

Severe necrosis and hydropic change
of the liver cells, proliferation of IC and infiltration of lymphocytes are shown. H&E stain
%190,

. Liver of a rabbit dosed with 15% ethanol for 90 days. Changes similar to Fig. 5.are seen.

H&E stain. X 190.

showing dilatation of the CV and hydropic

necrosis of the liver cells. H&E stain. X 190.

Liver of a rabbit given 30% ethanol for 30 days. Hydropic necrosis of liver cells is seen.

Proliferated IC and infiltration of lymphocytes are also observed. H&E stain. X 190.

Liver of a rabbit given 50% ethanol for 5 days. Severe central necrosis is seen. H&E stain.

X 190.

Severe hydropic necrosis of liver cells is
X 190.

Liver of a rabbit given 509% ethanol for 30 days.
seen. Proliferated IC and infiltration of lymphoytes are also seen. H&E stain.
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Fig. 11.

Fig. 12.

Fig. 13.

Fig. 14.

Fig. 16.

Fig. 17.

Fig. 18.

Fig. 19.

Fig. 20.

Liver cell of a rabbit dosed with 5% ethanol for 5 days. A few mitochondria are increased
density with scanty cristae and hydropic change are seen. X 7,500.

Liver cell of a rabbit given 5% ethanol for 30 days. Severe hydropic change and dense
mitochondria are seen. x 15,000.

Liver cell of a rabbit given 5% ethanol for 90 days. Increased sER and dense mitochondria
are seen. Hydropic change and moderate rER are also observed. x 12,000.

Liver cell of a rabbit dosed with 15% ethanol for 5 days. Aggregated cell organelles are
seen. Moderate rER, dense mitochondria and hydropic change are also seen. A few coated
vesicles (arrow) are frequently observed. X 8,000.

. Liver cell of a rabbit dosed with 15% ethanol for 30 days. Myelin-like structures (arrow)

are seen. X 82,000.

Liver cell of a rabbit given 15% ethanol for 90 days. Hydropic change, irregular dense
mitochondria and increased sER are observed. x 15,000.

Liver cell of a rabbit given 30% ethanol for 5 days. A few cell organelles, {ibrillar struc-
tures (F) and lysosome-like structures (arrow) are seen. X 4,500.

Liver cell of a rabbit dosed with 309 ethanol for 30 days. Irregular dense mitochondria,
increased SER and GF are seen. Dilated cisternae of rER are also seen. X 7,500.

Liver cell of a rabbit dosed with 50% ethanol for 30 days. A few cell organelles are aggre-
gated around the nucleus. Increased GF and dense mitochondria are also seen. x 7,500.

Liver cell of a rabbit dosed with 50% ethanol for 30 days. Hydropic change and dense
mitochondria which are irregular and scanty of cristae are seen. X 15,000,
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The Experimental Model on Morphological Changes of the
Liver Cell Treated with Ethanol

Jae-Hyun Lee, D.V.M., M.S., Ph.D.
Department of Veterinary Medicine, College of Agriculture, Gyeongbug National University

Abstract

In order to prepare an experimental model on the basis of morphological changes of liver, 90 rabbits
were allocated into four groups and 5,15,30 and 50% of ethanol (5m//day) were dosed to each group
for 5,10,20,30,60 and 90 days, and observed the livers with light and electron microscope. The results
obtained are summarized as follows:

1. Light microscopically, the hydropic changes were found in the liver from 10th day after 5% and
159% ethanol ingestion, and these findings were remarkable as time goes by. Necrosis of hepatocytes,
however, was most remarkable on 60th and 90th day after ingestion. The proliferation of interlobular
connective tissue was found from 30th day in this group.

2. The hydropic necrosis of liver cells was found from 5th day in 30% and 50% ethanol dosing groups.
The proliferation of interlobular connective tissues and infiltration of the lymphocytes were observed
from 30th day in 30% ethanol ingestion group, however, it was found from 20th day in 50% ethanol
ingestion group.

3. Electron microscopically, the appearance of various lipid droplets and dilated rER, slightly increa-
sed sER and glycogen field, dense mitochondria with scanty cristae and hydropic change were observed
on 5th day after 5% ethanol ingestion. These findings were more remarkable on 30th and 90th day.
Especially, disorganized outer and inner membrane of mitochondria and autophagic vacuoles were
appeared on 90th day. The similar findings were also found in 15%, 30% and 50% ethanol ingestion
groups, however, the appearance of fibrillar and myelin-like structures were observed from 30th day
after 15% ethanol ingestion. The severe hydropic change and increased sER were observed on 90th day
after 15% ethanol ingestion. From 5th day after 30% and 509%

more remarkable.

ethanol ingestion these findings were
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