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Genomic instability of ALK fusion positive lung adenocarcinoma
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We analyzed surgically resected pulmonary adenocarcinomas with Copy number
analyzer for GeneChip (CNAG). The result revealed that frequent copy number change occurred on the
short arm of chromosome 2 among ALK fusion ﬁositive cases. Same genomic alteration patter was
detected in 10 cases among 35 (28.5%). On the other hand, no case showed similar copy number change
among ALK fusion negative cases. The result revealed that genomic fragmentation and reconstruction
is a notable mechanism of ALK fusion gene formation leading to carcinogenesis.
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age 56.7 59.2 0.656

gender male 5 9 0.474
female 5 16

smoking status  non-smoker 7 18 1.000
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A novel mechanism of
EML4-ALK rearrangement mediated
by chromothripsis in a patient-derived
cell line.
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