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Abstract

AIM: To explore the expression of telomerase
reverse transcriptase (TERT) and P53 in the
development of rat hepatocellular carcinoma
(HCCQ).

METHODS: A HCC model was induced by di-
ethyl nitrosoamine (DENA); telomerase activity
was assayed using telomeric repeat amplication
protocol (TRAP) method, whereas the expres-
sion of TERT and P53 was determined using
immunofluorescence and Western blot, respec-
tively.

RESULTS: Compared with low expression level
of TERT and telomerase activity, which were de-
tected and maintained at a relative stable level in
normal tissue and inflammatory lesion, the over-
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expression of telomerase and TERT were detect-
ed in hepatocirrhosis and HCC stage. However,
the expression of P53 was significantly increased
in inflammatory stage, and dramatically de-
creased in hepatocirrhosis stage, even undetect-
able in HCC stage. When quantified, in inflam-
mation stage, the P53 expression level showed
significant difference compared with control
group (3.53% + 0.17% vs 2.19% + 0.15%, P = 0.00),
whereas in hepatocirrhosis stage, the expression
level of P53 was only 0.98%+0.05%. Contrary to
the trend of P53 expression, the expression of
telomerase, and TERT were very low in inflam-
mation stage, which were 34.47% * 6.21% and
6.43% + 1.14%, respectively. But in hepatocir-
rhosis, telomerase activity, and TERT protein
expression levels showed significant difference
compared with control group and tended to
culminate in HCC. Statistically analysis showed
that telomerase was correlated with TERT (r =
0.954, P = 0.046). As for P53, no relationship was
found between P53 and telomerase and TERT.

CONCLUSION: Accelerated telomerase, and
TERT expression with P53 inactivation might
synergistically contribute to carcinogenesis
and be consistent with the progression of HCC,
therefore the three factors may be useful tools in
diagnosis and prognosis of HCC.
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