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ABSTRACT Objective: To investigate the clinicopathological features and therapeutic strategy of non-small-cell lung cancer with
concomitant EGFR mutation and EML4-ALK fusion. Methods: A retrospective analysis of clinicopathological data of concomitant in
Tangdu hospital from May 2012 to December 2016 was performed. Results: There were a total of 11 cases with concomitant EGFR mu-
tation and EML4-ALK fusion, accounting for 0.68%(11/1620) of all non-small-cell lung cancer patients diagnosed in our hospital in the
same period. There were 6 males and 5 females, the mean age of the patients was 51.9 (23 to 70) years and all of the patients had no
smoking history. The histological type of 9 patient was adenocarcinoma and 2 was sarcomatoid carcinoma. Clinical stage: stage 1A was in
3 cases, stage IIB was in 1 case, stage IIIA was in 1 case, stage IIIB was in 1 case, stage IV was in 5 cases. 6 patients underwent surgical
treatment, 4 patients received traditional chemotherapy and the best response was stable disease, the longest progression-free survival of
chemotherapy was 6 months. 5 patient received epidermal growth factor receptor tyrosine kinase inhibitors and the best response was par-
tial response, the progression-free survival of TKIs were 3-23 months (median 9 months). As of December 2017, 4 patients died, and the
survival time of the 11 cases was 1-67months (median 21 months). Conclusions: Non-small-cell lung cancer patients with concomitant
EGFR mutation and EML4-ALK fusion is rare, most of them do not smoke or smoke slightly and are patients with adenocarcinoma. Tar-
geted therapy based on phosphorylated level of EGFR and EML4-ALK or tumor mutational burden is important.
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Table 1 Clinic information of 11 cases of patients

Patient No Sex/Age  Smoking Stage Histology EGFR mutation Surgery Treatment Best response  PFS(m)
1.Gefitinib 2.
1.SD 3
1 M/50 Never v AC Exon 18 G719X N Gefitinib+Peme- 5 PR .
trexe+Nidaplatin '
1.Docetaxel+Cisplatin 1.SD 4
2 M/57 Never v AC Exon 19 deletion N
2.Gefitinib 2.SD 23
3 F/47 Never v AC Exon 18 G719X N - - -
4 F/66 Never v AC Exon 19 deletion Gefitinib PR 6
5 M/67 Never v SC Exon 21 L861Q Y - - -
1.Docetaxel+Cisplatin
6 M/45 Never 1B AC Exon 19 deletion Y 2.SD 9
2.Erlotinib
7 M/23 Never 1A AC Exon 21 L858R Y - - -
8 F/63 Never 1A AC Exon 19 deletion Y icotinib SD 11
9 F/42 Never 1A AC Exon 21 L858R Y - - -
10 M/38 Never 1B SC Exon 19 deletion Y - - -
11 F/70 Never 1A AC Exon 21 L858R Y Pemetrexe+Nidaplatin SD 6

Note:M=male; F=female; AC=adenocarcinoma; SC=Sarcomatoid carcinoma; PR=partial response; SD=stable disease; PFS=progression-free survival;

N=no; Y=yes.
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B PEREAT T B RE, b1 31 EGFR 1 ALK 7R SR fL /K
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(gefitinb)3 4], JE. ¥ % JE (erlotinib)1 4] , 3 FE#5 JE (icotinib)1 i, 2
1] B 3 SR BT A R BB 4 G5 A, PES i 3-23 A, th{i PFS K 9
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