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ABSTRACT: Tumor suppressor gene p16 is closely related to cell cycle regulate, its main action is participate in the process of cell
cycle. It is become regulatory factor of normal cell multiplication by means of interaction with cell cycle and oncogene and tumor
suppressor gene. P16 is mainly deactivated through gene deletion, point mutation and methylation. It has proved that p16 deactivation is
closely related to formation and metastasis of multi-tumor. Detecting the expression of p16 in tumor by all kinds of molecular biological
techniques will contribute to identify grademalignancy, invasion depth and prognosis which provide reasonable basics for treatment plan.
P16 is known as the only anti-oncogene which through suppression cell cycle directly to depression cell growth. It has a tremendous
application prospect in oncotherapy. Gene pl6 mutation generally exists in human malignant tumor. Thus, research on gene pl6 has
already been important subject of molecular biology and molecular genetics. This general is about the reletionship between molecular
biology of gene p16 and lung cancer.
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