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Abstract: Objective To detect the expressions of mutant P53 and Ki67 in human hepatocellular carcino-
ma (HCC), and to explore their relationships with clinicopathological parameters of HCC. Methods An im-
munohistochemical staining SP method was used to detect the expressions of mutant P53 and Ki67 in 102 cases
of human hepatocellular carcinoma proven by pathological examination. The correlation of expressions of mu-

tant P53 and Ki67 in hepatocellular carcinoma with clinicopathological features were analyzed. Results The

positive expression rates of mutant P53 and Ki67 in tissues of hepatocellular carcinoma were 50. 98% (52/102)
and 48.04 % (49/102), respectively. Comparing the mutant P53 and Ki67 expressions in patients with tumor
vascular invasion and without vascular invasion, and in patients with lymph node metastasis and without lymph
node metastasis, and in patients with TNM stages I + [l and with stages [l + IV, results yielded statistical
differences ( P <C0.05, P <C0.01 or P <<0.001), respectively. Comparing the mutant P53 and Ki67 expression
rates in patients of sex groups, of age groups, of tumor size groups, of Edmondson grading groups. of groups
with or without cirrhosis, and of positive- and negative-groups showed no statistical significant differences ( P
=>0.05). Mutant P53 was positively correlated with positive expression of Ki67 (» =0. 472, P <0. 001).
Conclusion Detection of mutant P53 and Ki67 has clinical value in predicting the development and prognosis of
human hepatocellular carcinoma.
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