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This study was carried out to examine the DNA methylation status of the BCL6 translocation
partner gene, particularly the CpG island within the frequently mutated regions, among
the cases with malignant lymphoma to study whether it affects the expression or
mutagenesis of the partner gene, and whether it is associated with the subtypes or
prognosis of the malignant lymphoma. The present study indicated that the DNA methylation
status of CpG islands of the partner genes did not affect the expression or mutagenesis
of the genes.
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