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Research on DNA methylation in 5° CpG island of P16 gene and P16

expression in primary breast cancer and benign breast lesions
ZHOU Linyan, et al
{Department of Pathology, College of Basic Medicine, Chongging Medical University)

[ Abstract ] Objective: To examine the involvement of methylation of p16 gene on the p16 status and tumor progression in primary breast
cancer and the role of p16 protein in primary breast cancer. Methods: DNA was extracted from 45 cases of primary breast carcinomas and
15 cases of benign breast lesions. Polymerase chain reaction (PCR) , using the extracted DNA and methylation—sensitive restriction en—
zymes (Hpa Il .Sac I ), was performed to detect the methylation of 5’ CpG island in the p16 gene. The results were compared with the P16
expression by immunostaining. Results: (1) p16 was overexpressed in breast cancer. With the increase of histological grade of breast carci—
nomas, pl6 expression decreased. In addition, the low expression of p16 in primary breast cancer was associated with tumor size and lymph
node involvement. (2) Methylation of the CpG island of the p16 gene was inversely correlated with p16 expression in a subset of the primary
breast carcinomas. With the increase of histological grade of breast carcinomas, DNA methylation was enhanced. Conclusion : Methylation
of p16 gene may be the cause of loss of p16 expression.
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