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Abstract

AIM: To discuss the role of oval cells in the
carcinogenesis and progression of hepatocellular
carcinoma.

METHODS: A total of 60 male Sprague Dawley
rats were divided into experiment group (n =
48) and control group (n = 12). 3’-methyl-4-di-
methylaminoazobenzene (3’-Me-DAB) was used
to induce hepatocellular carcinoma, and the
presence of oval cells, the expression of p53 gene
and P53 protein were dynamically (4, 8, 12, 16,
20, 24 wk) detected by immunohistochemistry,
reverse transcription-polymerase chain reaction
(RT-PCR) and Western blot, respectively.

RESULTS: Large numbers of oval cells ap-
peared in the periportal regions 4 wk after the
induction of carcinoma, and these cells were
OV-6-positive. Cancer nodules were observed
at the 16" wk, and the oval cells were located in

and around the cancer nodule. A part of these
proliferated cells were P53-positive, and the two
kinds of cells were almost located in the same
region. Twenty weeks after cancer induction, the
levels of p53 mRNA (F = 4.78, P < 0.05) and P53
protein in the cancer tissues of rat liver were sig-
nificantly elevated (F = 2.46, P < 0.05).

CONCLUSION: Oval cells are involved in the
process of rat hepatocarcinogesis induced by 3’
-Me-DAB, and its mechanism may be related to
the mutation of p53 gene.
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