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[Abstract] Objective
FR) ,anaplastic lymphoma kinase (ALLK) mutation and thyroid transcription factor-1 (TTF-1) expression in

To investigate the correlations between epidermal growth factor receptor (EG-
lung adenocarcinoma. Methods A total of 242 cases of patients with lung adenocarcinoma were collected from
Nan Fang Hospital,Southern Medical University from January 2016 to May 2017. Immunohistochemistry was
used to detect the expression of TTF-1 and the mutation of ALK, amplification refractory mutation system
was used to detect the EGFR mutation. The relationships between EGFR, ALK mutation and TTF-1 expres-
sion were analysed. Results Among the TTF-1 positive patients,79 cases of EGFR mutation and 23 cases of
ALK mutation were found. Among the TTF-1 negative patients, 2 cases of EGFR mutation was observed,and
none of ALK mutation was found. The mutation rate of EGFR in the TTF-1 positive cases was higher than
that in the TTF-1 negative cases, the difference was statistically significant (46. 74% ws. 8. 00% , P<C0.05);
the mutation rate of ALK in the TTF-1 positive cases was also higher than that in the TTF-1 negative cases,
but no statistically significant difference was found (11.68% ws. 0, P>>0. 05). The negative predictive value of
TTF-1 for predicting EGFR and ALK mutation was 92.00% and 100. 00% , respectively. Conclusion
adenocarcinoma, EGFR and ALK mutation are exceptionally rare in TTF-1 negative patients.
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