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Effect of 5-Aza-2-deoxycytidine demethylating p14 promoter
on biological function in human lung cancer cells

JIA Bingyang ,TIAN Kaihua
(Affiliated Hospital of Qingdao University , Qingdao 266003 , China)

Abstract : Objective To investigate the effect of 5-aza-2-deoxycytidine ( DAC) demethylating the pl4ARF
gene promoter on the biological function in human lung cancer cells. Methods Nested methylation-specific
PCR (NMSP) was used to detect the methylation status of pl4ARF promoter region in spcal cell line and be-
as2b cell line. According to cell type and DAC treatment, cells were divided into four groups: spcal DAC
treatment group,spcal control group, beas2b DAC treatment group, beas2b control group, and there were
three duplicate wells in each group. The expression of pl4ARF protein in each group was detected by West-
ern blot. Apoptosis detection was performed by flow cytometry. Results NMSP detected abnormal methyla-
tion status in the pl14 promoter region of spcal cells. The use of DAC to remove aberrant methylation of the
pl4 promoter region detected the recovery in ARF protein expression in spcal cells,and the rate of apoptosis
was significantly increased. There were significant differences in the experimental group (20.69 +1.03)%
and control group (10.63 +0.82)% (t=13.17,P <0.05). While there was no significant difference in the re-
sults of the beas2b cell line,there were no significant differences in the experimental group (7.38 £0.36)%
and control group (6.98 £0.42)% (¢=1.25,P >0.05). Conclusion After DAC demethylates the pl4ARF
promoter region,the expression of ARF protein is recovering, which induces the apoptosis of spcal cells. So
pl4 promoter aberrant methylation plays an important role in the development of lung cancer.
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