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Methylation of ppENK EDNRB and CLDN-7 gene in glioma
Xu Peikun' Deng Pengcheng' Zhu Lixin® et al
(' Dept of Neurosurgery >Dept of Central Lab The First Affiliated Hospital of
Anhui Medical University Hefei 230022)

Abstract Objective To study the methylation of ppENK EDNRB and CLDN-Y in glioma. Methods nPCR and

BSP were adopted to investigate the promoter frequency of these genes in 46 cases of glioma and 10 normal brain

tissue. The relationship between frequency of methylation of these genes and clinical disease material was analyzed.

Results Normal brain tissue had no genes methylation. In patientions with glioma the frequency of methylation in
ppENK EDNRB and CLDN-7 was 44.2% (19/43) 22.5% (9/40) and 0% (0/5). The rate(33.3% ) of ppENK
promoter methylation in grades [ ~ II gliomas was significantly lower than that (69.2% ) in grades Il ~ IV glio—

mas (P <0.05). Conclusion ppENK and EDNRB promoter (CpG island) hypermethylation exists in glioma

which may correlate with the occurrence of glioma.
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