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CDK4I/P16 expression and it's correlation with metastatic
cancer of lymph node in human

non —small cell cancer.
Chen Xiaofeng,Su jingmei.Eh‘ou Qinghua et al.

Department of Microbiology changzhi Medical College{046000)
abstract Using Labelled streptavidin — biotin{LSAB) method,we examined the expres-
sion of cyclin—dependent kinases 4 inhibitor/P16{CDK4 1')in B3 cases of human non—small
cell lung cancer,the average rate of P16 protein posiﬁvé expression was 65. 83% ;The positive
expression werw higher in moderate — well differentiation of tumor cell(77. §5% ) than in poor-
ly differentiation (53. 0. % )(P<0. 01) »higher incidnce of P16 positive expression were found in
primary lesions{64. 16% )than in metastatc lesions (the metastati¢ cancer of lymph node) (53.
66 %). There were also sognificant differences between T1+T2(68. 30% )in tumor size and T3
+T4(60. 83%)in. There were not signficant differentiation between the clinical stage, between
the pathological types of the carcinoma,and between primary sites ,between metastatic status of
lymph node and between patients,ages (P>>0, 05). The results suggest that CDK4 I /P16 gene
may be the suppressor gene in human non —small cell lung cancer and a Key index judging
prognsis of postoperative patients of lung cancer.
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