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Hypermethylation of the CDKN2 Gene in Human Benign Prostatic Hyperplasia
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Abstract: [Objective] To study the relationship betw een inactivation of CDKN?2 gene by de novo methyla-
tion and the pathogenesis of benign prostatic hy perplasia. [M ethods] The methy lation status of DNA were ana-
lyzed by PCR-based methylation assay in 38 BPH cases. [ Results] de novo methylation of CDKN2 gene were
detected in 16 42 1%) of 38 patients, and the methylation sequences were CmCGG and CCmCG GG . [Conclu-
sion] It is suggested that de novo methylation is one of predominant mechanisms of inactivation of the CDKN?2
gene and may be associated with the pathogenesis of benign prostatic hyperplasia.
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