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Abstract

AIM: To evaluate the correlation between the
expression of Ki-67, VEGF and Cyclin D1 and
biological behavior of hepatocellular carcinoma
(HCC).

METHODS: Immunohistochemistry was used
to detect the expression of Ki-67, VEGF and Cy-
clin D1 in 52 HCC tissue samples and matched
tumor-adjacent liver tissue samples.

RESULTS: The positive rates of Ki-67, VEGF
and Cyclin D1 in HCC were 48.1%, 55.8% and
55.8%, respectively, significantly higher than
those in tumor-adjacent liver tissue (all P <0.001).
The positive rate of Ki-67 in HCC tissue was sig-
nificantly correlated with tumor size (P < 0.001),
presence of extrahepatic metastasis, and tumor
differentiation (both P < 0.05). The positive rates

of VEGF and Cyclin D1 in HCC tissue was sig-
nificantly correlated with intact tumor capsules,
presence of extrahepatic metastasis, and tumor
differentiation (all P < 0.05). There was a posi-
tive correlation between expression of VEGF
and that of Cyclin D1 in HCC (r = 0.374, P < 0.01).

CONCLUSION: Overexpression of Ki-67, VEGF
and Cyclin D1 proteins was correlated with
biological behavior of HCC and might be asso-
ciated with the development and progression of
HCC.

Key Words: Hepatocellular carcinoma; Ki-67; Vas-
cular endothelial growth factor; Cyclin D1; Immu-
nohistochemistry
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