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[ Abstract] Objective To investigate the effect of interventional treatment with p53 on the invasion
and metastasis of VX2 liver tumor in experimental rabbits. Methods VX2 carcinoma cells were surgically
implanted into the left hepatic lobe in 48 New Zealand white rabbits, and the rabbit hepatic carcinoma
models were thus established. The rabbits were randomly divided into 4 groups with 12 rabbits in each group.
After hepatic arterial catheterization was completed physiological saline (control group), Lipiodol (Group
A), Ad-p53 (Group B) and Lipiodol+Ad-p53 (Group C) were respectively infused into the rabbits of four
groups via common hepatic artery. One week after the procedure the rabbits were sacrificed and the livers
were removed for the determination of matrix metalloprotein-2 (MMP-2), proliferating cell nuclear antigen
(PCNA) and vascular endothelial growth factor (VEGFE) of the tumor with immunohistochemistry technique.
Results The tumor growth in study groups (group A, B and C) was markedly suppressed, which was
significantly different in comparison with that in control group (P < 0.05). In group A the positive rates of
MMP-2, PCNA were slightly lower, while the positive rate of VEGF was slightly higher, than that in control
group although the difference was of no significance (P > 0.05). The positive rates of MMP-2, PCNA and
VEGF in group B and C were significantly lower than those in control group (P < 0.05). The positive rates of
MMP-2, PCNA and VEGF of the rabbits with metastasis were markedly higher than those without metastasis
(P < 0.05). MMP-2 bore a certain relationship with VEGF and PCNA (P < 0.05). Conclusion The increase
of the positive rates of MMP-2, PCNA and VEGF indicates that the tumor possesses higher possibility for
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p53 or Lipiodol+Ad-p53 can inhibit the growth,

metastasis and vascular formation of VX2 liver
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tumor in experimental rabbits. (J Intervent Radiol, 2010, 19: 800-804)
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