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was extracted. The genetic polymorphism of SOD3 genes was determined by ligase detection reaction and polymerase
chain reaction (LDR-PCR) and serum SOD3 concentration was measured using ELISA. Lung function between the
two groups before and after intervention were detected by microspirometry. Results (DThe FEV1% and the FEV1/
FVC% were increased after 3 and 6 months intervention in smoking cessation group(P <0.05). But there was no
significant difference (P <0.05) between 3 and 6 months. (2) Different SOD3 genotypes have no significant on
COPD pulmonary function after intervention(P >0. 05). 3 The serum of SOD3 concentration of COPD intervention
group and the control have no significance after intervention(P >0.05). @ The serum of SOD3 concentration a—
bout CC and CG/GG genotype in COPD intervention group have no significance after 3 and 6 months intervention
(P >0.05). Conclusion Smoking cessation interventions for patients with COPD pulmonary function improves
significance in short-term. But different SOD3 genotypes have no effect on lung function after intervention. Smoking
cessation intervention has no effect on in serum SOD3 concentration of COPD patients and has no relationship be—
tween the expression of SOD3 genetype.
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Detection of EGFR mutation with multiple pathways specimens

in advanced non-small cell lung cancer patients
Leng Zaijun' Xu Ao® Xu Xiucai® et al
(' Dept of Respiratory *Dept of Pathology *Dept of Center Laboratory

The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)
Abstract Objective To detect epidermal growth factor receptor (EGFR) mutations with multiple pathways speci—
mens in advanced non-small cell lung cancer (aNSCLC) patients and study the relationship between EGFR muta-
tion and specimen source clinical features pathological features stage the value of serum serum carcinoembryonic
antigen (CEA). Methods
tients were collected. QIAGEN’s new QIAamp Circulating Nucleic Acid Kit was used to extract ¢fDNA in plasma
The
EGFR mutation rate of 103 cases in patients with NSCLC used tissue or cytology specimens was 48. 5% (50/103).

Multiple pathways specimens like tumor tissue cytology and plasma in aNSCLC pa-—

scorpion probe amplification refractory mutation system (sARMS) was used for EGFR mutation test. Results

There was a significant correlation between EGFR mutation smoking history and histological type (P <0.05). No
correlation with gender age physical status score stage and the value of serum CEA. The mutation rate of metas—
tases source group (58. 6% ) was higher than the primary tumor source group (35.6% ). Patients with malignant
pleural effusions (67.5% ) were higher than those without pleural effusion (36.5%) (P <0.05); verses tissue or
cytology specimens the EGFR mutation positive rate in 29 cases of paired plasma samples was 37.9% (11/29)
sensitivity was 43. 7% (7/16) and specificity was 69. 2% (9/13). Conclusion aNSCLC patients with EGFR gene
mutation were usually observed in non-smoking and adenocarcinoma patients. There is no significant difference with
gender serum carcinoembryonic antigen clinical stage and physical status. The EGFR mutation rate is higher in pa—
tients with malignant pleural effusion than patients without. Using QIAamp Circulating Nucleic Acid Kit for extrac—
ting ¢cfDNA in plasma to detect EGFR mutation the sensitivity is acceptable. If cheap plasma may be a comple—
mentary approach for tumor tissue. Due to the existence of intratumoral EGFR mutational heterogeneity obtaining
different parts of the tumor tissue is essential.
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