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Abnormal methylation of RASSF1A and BLU genes in renal carcinoma
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[ABSTRACT] Objective: To investigate the methylation status of the promoters of RASSF1A and BLU genes in the renal carci-
noma tissues and to assess their roles in the tumorigenesis of renal carcinoma. Methods: Methylation specific PCR (MSP) meth-
od was used to examine the methylation status of the promoters of RASSF1A and BLU genes in the renal carcinoma tissues of 26
patients with renal carcinoma and their corresponding adjacent normal tissues; and the results were analyzed. Results: We found
that 17 (65.4%) of the renal carcinoma tissues had abnormal methylation of RASSF1A gene, and there was no abnormal meth-
ylation of RASSF1A in the adjacent normal tissues. Eleven(42.3%) of 26 renal cancer tissues had hypermethylation of BLU
gene, and there was no hypermethylation of BLU gene in the corresponding adjacent tissues. Conclusion: Hypermethylation of
RASSF1A and BLU genes is present in the renal carcinoma tissues, suggesting the hypermethylation of RASSF1A and BLU
might be associated with the tumorigenesis of renal carcinoma.
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Fig 1 Expression of RASSF1A gene in renal
carcinoma tissues and paired adjacent tissues
M: pUC Mix; m: 169 bp production for the methylated RASSFI1A
gene; u:169 bp production for the nulli-methylated RASSF1A gene;
RT: Renal carcinoma tissue; RN Paired adjacent tissues; H; O:

Blank control
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Fig 2 Sequencing results of MSP production for modified DNA

The red short lines refer to the methylated islets. 16 CpG islets is in exhaustive methylation
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Fig 3 Expression of BLU gene in renal
carcinoma tissues and paired adjacent tissues
M: pUC Mix; m: 157 bp production for the methylated BLU gene;
u: 157 bp production for the nulli-methylated BLU gene; RT: Renal

carcinoma tissue; RN Paired adjacent tissues; H2O: Blank control
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Fig 4 Sequencing results of PCR product of abnormal methylation of BLU gene

The red short lines refer to the methylated islets. A: Sequencing graph of PCR production for the methylated BLU gene; B: Sequencing graph

of PCR production for the nulli-methylated BLU gene
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