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The Research of the Roles of CDKN, Gene in the Carcinogenesis
of Human Oral Mucosa(I). A Preminelary Observation of P16

Expression Level by Immunohistochemical Method

Chen Qianming,Li Binggi ,Luo Gang,et al

College of Stomatology,West China University of Medical Sciences

Abstract

CDKN, is a newly-reported tumor suppressor gene that controls cell cycle in direct pathway. But the report on the

roles of CDKN, gene and its product, P16 protein, in the process of oral carcinogenesis is scarce. The results of this re-

search showed immunohistochemically that the tissues of hyperkeratosis, premalignant lesions and invasive but non-

metastatic squamous cell carcinomas had P16 expression . The positive staining appeared in cell nuclei and cytoplasms .

And the positive degree and the heterogenecity of positive reactions trended to increase gradually with the development

of cell maligancy. On the other hand,the positive degree in the tissues from patients with metastatic invasive squamous

cell carcinomas was slightly lower than that of the other tissues and the positive staining only located in the cytoplasms

of the primary lesions and their metastatic lymph nodes. It indicates that the P16 protein plays some roles in the car-

cinogenesis of human oral mucosa.

Key words: P16

CDKN,

premalignant lesion

immunohistochemistry
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