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Detection of eml4-alk fusion gene and analysis of

its clinical features in NSCLC patients with emld4-alk fusion gene
Fu Meng' Leng Zaijun' Li Chuanying’ et al
( 'Dept of Respiratory *Dept of Pathology The Affiliated Provincial

Abstract Objective To explore the detection

cancer ( NSCLC)

Hospital of Anhui Medical University Hefet

clinical features

230001)

treatment and prognosis of non-small cell lung

patients with echinoderm microtubule associated proteindike 4-anaplastie lymphoma kinase

( emld-alk) fusion gene positive and to analyze the relationship between the expression on eml4-alk fusion gene and

egfr kras or braf mutation. Methods

Immunohistochemical ( IHC) method was used to detect eml4-alk fusion
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gene expression in formalin{fixed and paraffin-embedded ( FFPE) specimens of 190 NSCLS patients and then the
IHC—positive specimens were identified by RT-PCR to confirm the gene expression. The clinical data of patients
with eml4-alk + NSCLC were collected and followed up. The RT-PCR was utilized to detect the egfr kras and braf
of all the 190 specimens. Results Among the 190 NSCLC patients 17 patients with eml4-alk fusion gene were de—
tected eml4-alk fusion gene. Among them surgical specimens were the most accounting for 47. 1% (8/17) ( x°
=25.999 P =0.000) . Less than 60 years of age accounted for 76. 5% (13/17) (x> =5.813 P =0.016) . Pa-
tients who did not show eml4-alk fusion gene with egfr kras or braf mutations simultaneously. 8 cases of eml4-alk
fusion gene positive patients were detected in stage Il -llla 25% (2/8) recurrence after chemotherapy the 2-year
survival rate was 100% . 9 cases of advanced lung cancer patients with eml4-alk fusion gene eml4-alk positive had
low efficiency in chemotherapy and 5 patients had already dead. There were 5 patients who achieved stable disease
or partial response after firstdine chemotherapy used Crizotinib as maintenance treatment. Their ORR and DCR was
40% and 80% respectively after they used Crizotinib for 2 months. There were 3 patients who suffered disease pro—
gress after multidine therapies used Crizotinib for 2 months. Their ORR and DCR still can reach 33.3% and
66. 7% respectively. Conclusion eml4-alk fusion gene significantly associates with age and there is no signifi-
cant correlation with other characteristics such as gender smoking history and other characteristic. Crizotinib could
increase ORR and DCR after multidine therapies in NSCLC patients harbor eml4-alk.

Key words lung neoplasm; non-small-cell lung cancer; eml4-alk, anaplastic lymphoma kinase; reverse tran—

scription-polymerase chain reaction; immunohistochemistry



