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and carbohydrate antigen 199 ( CA199) in the diagnosis of non-small cell lung cancer. Methods The medical re—
cords of aforementioned markers from 62 cases of newly diagnosed non-small cell lung cancer patients and 62 cases
of healthy population serum were analyzed by Roche Cobase411 chemiluminescence immunoanalyzer and relevant
kit from Germany. Results The serum concentrations of CEA  Fer and CA199 in non small cell lung cancer pa—
tients were significantly higher than that of healthy population( ¢ =18.95 11.34 10.53 P <0.05) in metastatic
patients markedly higher than that of non metastatic patients(=11.75 9.26 6.83 P <0.05). Moreover serum
concentration of CEA in adenocarcinoma patients was significantly higher than that of squamous cell carcinoma pa—
tients( £ =9.35 P <0.05) . The results of receiver operating characteristic curve ( ROC) showed that the area un—
der the curve of serum CEA  Fer and CA199 were 0. 784 0. 721 and 0. 68 respectively. Conclusion Compared
with Fer and CA199 CEA can be particularly valuable to differential diagnosis between non-small cell lung cancer
patient and healthy population.
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EGFR mutation feature and clinical significance

in lung microinvasion adenocarcinoma
Li Ming' Ke Li* Li Chuanying' et al
(' Dept of Pathology *Dept of Thoracic Surgery The First Affiliated Hospital of USTC
Division of Life Science and Medicine University of Science and Technology of China Hefei 230001)

Abstract Objective To determine epidermal growth factor receptor ( EGFR) mutation characteristics and explore
their significances in patients with resected lung microinvasion adenocarcinoma ( MIA) also intend to compare
clinicopathological differences among EGFR mutation subtypes. Methods EGFR mutations of 79 surgically resec—
ted lung MIAs were evaluated by amplification refractory mutation system-—real time polymerase chain reaction
( ARMS-PCR) . The present study compared the clinicopathological features between EGFR wild and mutant type as
well as 19Del and L858R subtype. Results EGFR mutations were detected in 75.95% of 79 lung MIAs and the
most common mutation subtypes were 19Del ( 35.44%) and L858R (37.97%) . EGFR mutations in lung MIA
were significantly associated with subtype of microinvasion component intratumoral fibrosis and immune cell infil—
tration ( P <0.01) . Subgroup analysis indicated that there was a close association between 19Del or L858R and
tumor size maximum diameter of microinvasion status of intratumoral fibrosis and immune cell infiltration ( P <
0.01 P <0.05). 19Del occurred more frequently in MIA with smaller tumor size smaller microinvasion area and
without intratumoral fibrosis as well as immune cell infiltration ( P <0. 01) . The opposite results were observed for
I858R ( P <0.01) . Conclusion ILung MIAs harboring different EGFR gene status show distinctive clinicopatho—-
logical features. The molecular subclassification based on EGFR mutations may exert potential significances for
prognostic evaluation and clinical management of MIA.
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