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The Research of the Roles of CDKN, Gene in the Carcinogenesis
of Human Oral Mucosa (Il ). A Study on the Association
Between the Infection of Herpes Simplex Virus

Type I and P16 or PRb Expression
L.uo Gang, Chen Qianming, Li Binggi, et al
College of Stomatology, West China University of Medical Sciences
Abstract

It had been unclear with regard to the roles of herpes simplex virus type 1 (HSV-1) and the association between
the infection of HSV-1 and tumour suppressor genes such as CDKN; or Rb in the process of oral carcinogenesis. This
report demonstrated immunohistochemically that HSV-1 antigen expressed in each stage of oral carcinogenesis and the
antigens existed in cytoplasms. The number and heterogenecity of positive cells increased gradually with the develop-
ment of premalignant lesions. The expression of HSV-1 antigen related to the biological behaviors of invasive oral
squamous cell carcinomas. It also revealed that the expression of HSV-1 antigen correlated with that of PRb but irre-
lated with that of P16. Through the method in situ hybridization it was disclosed that 44 percent of cases with HSV-
1 antigens had positive hybridization signals of HSV-1 gene fragment, which appeared on the nuclear membranes.
These results suggest that HSV-1 may play an important role in the development of oral mucosal premalignant and
malignant lesions by encoding some unknown proteins which can affect the functions of PRb and thus disturb the nor-
mal regulation of cell cycle.
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