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Abstract : The study was performed to investigate the histological findings and the
appearances of positive cells by immunohistochemical methods using proliferating cell nuclear
antigen (PCNA) antibody and apoptotic kit in diethylnitrosamine (DEN) -induced rat liver cancer
model. Forty four male rats (Sprague Dawley), initially 5 to 6 weeks of age and 120 to 150gm
in body weight were continuously were given with water containing 0.01% DEN for 13 weeks
and 3~6 rats per week were randomly sacrified at intervals of a week from 8 weeks to 17 weeks.

The interlobular connective tissues in the rat livers were proliferated at early 8 weeks. The
vaccuolated or fatty degenerated liver cells were focally distributed and then widely distributed
with the passage of weeks and the liver cells with large vacuoles tended to be crowded in focal
areas, and the liver cells in some lobules were transformed into small or eosinophilic polyhedral
large cells.

The hepatocellular carcinoma and the cholangiocarcinoma were simultaneously developed in
same liver and tended to be markedly developed after 12 weeks but the development of
carcinoma in some livers at same week were less or more advanced as 3~5 week intervals.

The regions with more number of positive cells by PCNA antibody or apoptotic kits in livers
were ranked as following order; small hepatocellular carcinoma regions, cholangiocarcinoma
regions, trabecular or acinar type carcinoma regions, and large liver cell regions.

The numbers of the positive cells by PCNA antibody were more numerous than those by
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apoptotic kit. So these findings suggested that the volumes and weights of the livers were

increasing by more many proliferating of carcinoma cells on the above ordered regions.

Key words : liver, hepatocelluar carcinoma, diethylnitrosamine, PCNA, apoptosis, rat.
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Legend for figures

Fig 1. Numerous greyish-white foci or tumor nodules and a large hematoma are seen on the rat liver surface at 13 weeks after first in-

itiation of diethylnitorsamine treatment.

Fig 2. Storaged glycogen are seen in several hepatic lobules at 8 weeks after initiation. PAS reaction. x 10,

Fig 3. Trabecular or acinar forms of hepatocellular carcinoma in the liver at 14 weeks are seen. H-E. x 25.

Fig 4. Cholangiocarcinoma on the peripheral area and hepatic large cells on the central area of a hepatic lobule in the liver at 10

weeks are seen. H-E. X 50.

Fig 5. Small hepatocelluar carcinoma(left) and cholagiocarci-noma(right) in the liver at 14 wecks are seen. H-E. x 50.
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Fig 6. Many PCNA positive cells in the cholangiocarcinoma in the liver at 8 weeks are seen. Immunostain. X 50.

Fig 7. Numerous PCNA positive cells in small hepatocellular carcinoma area at 13 weeks are seen. Immunostain. X 50.

Fig 8. Many apoptotic positive cells in small hepatocellular carcinoma at 13 weeks are seen. Tunel methods. X 50.
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