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Abstract: Objective To explore the expression levels of eukaryote DNA polymerised3 (POLD3) and p53

in the hepatocellular carcinoma(hereinafter referred to liver cancer, HCC)and its clinical significance. = Meth-

ods A total of 108 patients with HCC undergone radical resection were selected and the corresponding surgical
resection samples were collected. The expressions of POLD3 and p53 protein in hepatocellular carcinoma tis-
sues and adjacent tissues were detected by EnVision method. The relationship between the expressions of

POLD3 and p53 and the clinicopathological parameters were analyzed.  Results (D The expression rates of

POLD3 and p53 in hepatocellular carcinoma tissues were significantly higher than those in adjacent tissues,
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there were all statistically significant differences ( P <(0.001). @The expression of p53 in hepatocellular carci-
noma was associated with histological differentiation ( P <C0.001), but not with other indexes ( P >>0.05). ®

The expression of POLD3 in hepatocellular carcinoma was associated with histological differentiation
(P < 0.05) , but not with other indexes ( P >>0.05). @POLD3 expression had a positive correlation with p53

expression in HCC ( » =0. 276, P =0. 004).

Conclusion

(D Abnormal expression of POLD3 promotes the

proliferation and differentiation of hepatocellular carcinoma. @ To some extent, p53 gene mutation is one of the

causes of high POLD3 expression in cancerous tissues of hepatocellular carcinoma patients.
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