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Study on the deletion and mutation of p16 gene in human

non-small cell lung cancer and its clinical significance

DU Ming, et al
( Department of Thoracic Surgery, College of Clinical Medicine, Chongging Medical University, 400016)

Abstract : Objective To study the relationship between the deletion and mutation of pl6 gene and clinicopatho -
logic manifestations of human non-small cell lung cancer(NSCLC). Methods Silver staining PCR-SSCP method
of control amount of template DNA was used to detect exon 2 of p16 gene in human NSCLC tissue specimens. Re
sults The deletion of p16 gene was identified in 13 out of 40 specimens. Of the 40 specimens, 3 showed a variant
band indicative of the mutation. There was significant cormrelation between the frequency of the deletion and
mutation(40%) and clinicopathologic stage( £<0.05). Conclusion The deletion and mutation of p16 gene may
play an important role in carcinogenesis, development and metastasis of human NSCLC.
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