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ABSTRACT

Alcohol is a major risk factor for several diseases and excessive, long-term alcohol consumption -
are caues physical alteration-fatty liver, hepatitis, cirrhosis, breaking down, Wernicke-karsakoff’s
syndrome, weight loss, and poor immunity-in virtually all organ and tissue. This study was
observed that liver, kidney, and stomach were altered in mouse by the effect of chronic alcohol
administration.

The mouse were sacrificed to obtain the tissue after mouse were orally injected with 25%
ethanol 18mé/kg/day for 120days. The tissue were stained by hematoxylin and eosin and then
observed by light microscope.

The results of this study were as follows -

1. The congestion was appeared in liver after 120days alcohol admistration.

2. The destruction of glomerulus were increased and the parietal cell of Bowman's capsule
were swelled such as cuboidal cell after 120days alcohol administration. The congestion was
appeared in alcohol administrated group.

3. The mucosa and gastric pit were destructed and the ulceration was appeared in stomach
after 120days administration. The parietal cells and chief cells were damaged.

Above results were shown that the tissue were damaged by chronic alcohol administration.
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Fig 1.

Fig 2.

fIG 3.

Fig 4.

Fig 5.

Fig 6.

Legends of figure.

Normal structure of the liver. X200.
H&E.

Alcohol administrated liver. The co-
ngestion was appeared after 120days
alcohol admistration. X200. H&E.
Normal stucture of the kidney. The pa-
rietal portion of Bowman’s capsule is
a simple squamous epithelium(arrow).
X200. H&E.

Alcohol administrated kidney. The de-
struction of glomerulus(G) were inc-
reased and the parietal cell of Bowman'’
s capsule(arrow) were swelled such
as cuboidal cell after 120days alcoho!l
administration. The congestion was ap-
peared. X200. H&E.

Normal strujcture of the stomach. This
appeared the mocous-secreting cells
that cover the luminal surface of the
stomach and line the gastric pits. X
200. H&E.

Alcohol administrat”ed stomach. The
mucosa was destructed and ulceration
was appeared by mucous-secreting cell’
s breakdown after 120days administra-
tion. X200. H&E.
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