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Abstract

AIM: To investigate the expression of insulin-
like growth factor-II (IGF-II) in hepatocellular
carcinoma (HCC) as well as its correlations with the
pathogenesis, development and prognosis of HCC.

METHODS: IGF-II expression was detected by
immunohistochemistry in 30 HCC and their cor-
responding non-cancerous tissues. Liver HBV
DNA was detected by in situ molecular hybrid-
ization technique and the relationship was ana-
lyzed between IGF-II expression and HBV repli-
cation or the clinical pathological characteristics.

RESULTS: The stronger expression of IGF-II
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was found in liver cancer tissues. The positive
rate of IGF-II expression was 83.3% in HCC, and
46.7% in non-cancerous liver tissues (P < 0.01),
respectively. The expression of IGF-II was sig-
nificantly higher in HCC with moderate or low
differentiation than that with well differentiation
(90.0%, 100% ©vs 42.9%, P < 0.05 or P < 0.01). IGF-
II expression was markedly lower in HCC with-
out serosa invasion than that with serosa inva-
sion (95.0% vs 60.0%, P < 0.05). IGF-II expression
was also correlated with tumor size (<5 cmvs =
5 cm: 58.3% wvs 100%, P < 0.01), but with tumor
number (P > 0.05). The level of IGF-II expression
in HBV DNA-positive HCC was significantly
higher than that in HBV DNA-negative ones
(94.7% vs 63.6%, P < 0.05).

CONCLUSION: IGF-II is highly expressed in
HCC, and the aberrant expression of IGF-II is
correlated with the degree of differentiation, in-
vasion and tumor size, and it may be used as a
marker for development and prognosis of HCC.
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