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Abstract: Objective ~ To detect the methylation status of the death associated protein kinase ( DAPK)
gene in the plasma of non-small cell lung cancer (NSCLC) patients, and to evaluate its clinical signifi-
cance in screening and early diagnosis of NSCLC. Methods 112 cases of NSCLC patients and correspond-
ing control cases were enrolled, by using nested methylation-specific polymerase chain reaction (nMSP) ,
we determined the methylation status of the DAPK gene in the lung cancer tissues,adjacent tissues, plas-
ma from peripheral blood and 112 normal control blood samples. The result of each group was compared.
Results The total frequency of the DAPK gene methylation was 59. 8% in NSCLC tissues, significantly
higher than that in the adjacent tissues at 8. 0% (P<C0. 001). Compared to adjacent tissues groups, the
hypermethylation frequency in the lung cancer tissues exhibited significant difference in squamous cell
carcinoma, adenocarcinoma and adenosquamous carcinoma (P<Z0. 001). The hypermethylation frequency
for DAPK gene was 21. 4% in the plasma of the 112 NSCLC cases, without positive result in the plasma
of the control group (P<C0. 001). The hypermethylation frequency in plasma did not significantly corre-
late to the clinical classification, pathologic type and clinical staging of the NSCLC. Conclusion Detection
of the DAPK gene methylation in the plasma of NSCLC patients may provide valuable information for
early screening and diagnosis of the NSCLC.

Key words: Death associated protein kinase; Methylation; Non-small cell lung cancer; Nested methylation-
specific polymerase chain reaction
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Table 1 DAPK methylation frequency in the tissues from patients with different clinical types of non-small cell lung cancer

DAPK methylation

Characteristcs of lung cancer patients = : b P OR 95%CI
Positive  Negative

Clinical staging 0— ] stage 25 18

I[-1V stage 42 27 0. 082 0.774 0. 893 0.411-1.938
Clinical classification Central type 37 17

Peripheral type 29 28 3. 580 0. 058 2.101 0. 969 — 4. 558
Pathological type Squamous cell carcinoma 37 19

Adenocarcinoma and other 30 26 1. 820 0.177 1. 688 0.787 = 3.619
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Table 2 DAPK methylation frequency in the plasma from patients with different clinical types of non-small cell lung cancer

DAPK methylation

Characteristcs of lung cancer patients = = b P OR 95%CI
Positive  Negative

Clinical staging 0 - [ stage 9 34

[[-1V stage 15 54 0. 010 0.919 0. 953 0.376 2. 418
Clinical classification Central type 10 44

Peripheral type 14 43 0. 598 0. 440 0. 698 0.280—1. 741
Pathological type Squamous cell carcinoma 13 43

Adenocarcinoma and other 1 45 0.212 0. 645 1. 237 0. 500 = 3. 058
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