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Influence of Methylation of hSulf -1 Gene on hSulf -1 mRNA and Protein Expression in Hepatocellular Cancer Tissues. Shen Weimin, Liu
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Abstract Objective To study the effect of hSulf — 1 gene metheylation on mRNA and protein expression in colorectal cancer, and
the role of hSulf — 1 gene metheylation in pathogenesis of hepatocellular cancer. Methods mRNA, methylation and protein expression of
hsulf — 1 gene were detected by RT — PCR, methylation specific PCR and Western blott in 40 tumor and normal tissues of hepatocellular
cancer. Results hSulf -1 mRNA and protein expression in tumor tissues were lower significantly than those in corresponding normal tis-
sues of hepatocellular cancer. Methylation of hSulf — 1 gene in the tumor tissues was detected at 66. 7% , while the normal tissues had low-
er frequencies (7.1% ). hSulf -1 mRNA and protein expression in methylation group of HCC tissues were lower than that in unmethyla-
tion group (0.687 £0.092 vs 2.324 +0.123, P<0.01; 0.825 +0.119 vs 2.212 +0.178, P <0.01 respectively). (4) Methylation of
hSulf — 1 gene in the tumor tissues was closely related to liver cirrhosis. Conclusion mRNA and protein expression levels of hSulf -1 is
lower in the HCC tissue and low expression of hSulf — 1 is associated with hypermethylation of hSulf - 1 gene, which suggestes that hSulf -
1 gene methylation plays a role in HCC carcinogenesis.
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