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Clinical significance of combined detection of promoter CpG island methylation in eight tumor suppressor genes in serum
of patients with non-small cell lung cancer” ZHAO Pei-ge' , LU De-zuan', JI Xiao-qing' , ZHAO Qi* , LIU Wei*,
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People’s Hospital of Liaocheng City sLiaocheng , Shandong 252000 ,China)

[Abstract] Objective To investigate the clinical significance of combined detection of promoter CpG island
methylation in eight tumor suppressor genes in serum of patients with non-small cell lung cancer cliserum of patients
with non-small cell lung cancer (NSCLC). Methods A total of 62 patients with NSCLC were enrolled as lung cancer
group, 30 patients with benign lung disease were enrolled as control group,and 16 healthy subjects were enrolled as
healthy group. Serum samples of all groups were collected and detected for promoter region methylation of eight
genes by using cancer gene sequencing assay. Detection results were compared between the three groups,and associa-
tion between changes of these indicators and clinical state of patients were analyzed. Results Detection rates of pro-
moter region methylation of adenomatous polyposis colii (APC) gene,cadherin 13 (CDH 13) gene, death-associated
protein kinase (DAPK) gene, human O6 methylguanine DNA methyltransferase (MGMT) gene, Ras association do-
main family F2 (RASSF2) gene, runt-related transcription factor 3 (RUNX3) gene. Ras association domain family
F1A (RASSF1A) gene and TMS1/ASC gene in NSCLC group were significantly higher than control group (P<C
0. 05). The sensitivity and specificity of combined detection of these eight indicators in NSCLC patients were 93. 54 %
and 90. 3% ,and the sensitivity was significantly higher than individual test and combined detection of four indicators.
Conclusion Combined detection of promoter region methylation of eight tumor suppressor genes, including APC,
CDH 13 and so on,could improve the detection rate of tumor suppressor gene methylation in patients with NSCLC,
indicating that hypermethylation of there eight genes could be useful for the diagnosis and prognosis of NSCLC,
which could be new molecular markers for the therapy of NSCLC to improve the level of diagnosis and therapy of
NSCLC.
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