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THE RELATIONSHIP BETWEEN THE EXPRESSION OF P53
PROTEIN AND THE PROLIFERATING STATUS OF
TUMOR CELLS IN NASOPHARYNGEAL CARCINOMA

Li Jintian Deng Manquan Huang Baozhen Zhang Jinming
Wu Yintang Min Huaging Wang Huimin Xiao Yongbo

(Cancer Institute & Tumor Hospital,

Sun Yat-Sen University of Medical Sciences, Guangzhou, 510060)

The positive cell quantity of P53 protein and PCNA (proliferating cell nuclear antigen), AgNORs (mean
count of nucleolar organizer region — argyrophilia proteins) and MC (mitotic count) were examined in 63
biopies of nasopharyngeal carcinoma (NPC). The level of above 4 criteria were higher in group A with more
anaplasia than in group B with less anaplasia (all P<{0.05). So these 4 criteria might be served as the auxil-
iary indicators for identifying the extent of NPC malignancy and predicting the prognosis of NPC patients.
There was positive correlation between the positive cell quantity of P53 and that of PCNA (all P<{0.01). It
might be caused by loss of P53 function leading to incapacity for stopping active proliferation of tumor cells in
NPC. There were positive correlations between the positive cell quantity of PCNA and the level of AgNORs
or MC (all P<C0.01). It might be suggested that the level of AgNORs and MC were regulated by the level of
PCNA.
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