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Table 1. Microscopic changes of renal arrteries in rats of control group
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Table 2. Microscopic changes of renal arteries in rats of low-salt group
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Table 3. Microscopic changes of renal arteries in rats of high-salt group
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—Abstract—

Morphologic Study of Renal Arteries in Rats Fed High-salt Diet

Won Hee Choi and Tae Sook Lee

Department of Pathology
College of Medicine, Yeungnam University
Taegu, Korea

To evaluate the morphologic changes of the renal arteries in the condition of high-salt diet,
we scheduled the control group which fed routine animal diet added (¢.06% of Sodium chloride,
low-salt group which fed with 2.0% of sodium chloride, and high-Salt group which fed with
8.0% of sodium chloride. The experimental animals were sacrificed every two week until 20
weeks of final experimental week.

The results obtained were as follows;

1. Slight intimal thickening of the renal arteries is observed from 16th experimental week and
continued the end of the experiment in the rats of control group.

2. In low-salt group slight intimal thickening of the renal arteries is observed from 12th exp-
erimental week and continued to the end of the experiment.

3. In high-salt group the intimal thickening began from 6th experimental week and its degree
was hasten with week,and provoked moderte to high degree of lesion at the end of the expe-
riment. Medial proliferation and degeneration of the intima and media, though their quality
is mild, also associated at the end of the experiment.
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Fig. 1. Moderate intimal proliferation of
small artry, high-salt group. Elastic
stain, X200.

Fig. 2. Moderate intimal proliferation of
small artery and marked intimal
proliferation of arteriole, high-sait
group. Elastic stain, x400.

Fig. 3. Moderate intimal and medial prolif-
eration with medial degeneiation of
arteriole, high-salt group. Elastic
stain, X600,

Fig. 4. Luminal occlusion by marked intimal
proliferation of arteriole, high-salt
group. Elastic stain, X1, 000,



