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The methylation status detected and analysis in clinic about p14ARF

from non-small lung cancer tissues and its surrounding normal part

HU Zhi-liang s SHEN Yi, TIAN Kai-hua, et al
(Afflieted Hospital of Qingdao University Medical School, Qingdao 266003 ,China)

Abstract: Objective This study was designed to investigate promoter methylation status and protein expres-
sion of pl4ARF gene in non-small cell lung cancer and value the role of pl14ARF promoter methylation in carcino-
genesis of non—small cell lung cancer. Methods The study aimed to assess the methylation status of the CpG is-
land of P14ARF promoter using modified NMSPCR (Nested methylation specific PCR) in the training set consisted
of tumor tissues and paired para-carcinoma tissue in collecting 107 non-small lung cancer. Results The methyla-
tion of pl14ARF promoter was detected in 33.6 % of tumor tissues,and 12.1% in distant-cancer mucosa respective-
ly. The two results was a significant difference ( P<C0.05) ,and the correlation of them is very poor. Conclusion
The methylation status of pl4ARF promoter exists a obvious difference in between tumor tissues and paired para-
carcinoma tissues. So, it could improve PPV (positive predictive value) in clinic with other effective confirmed
techniques.
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