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Primary Lung Cancer vs. Metastatic Breast Cancer:
A Probabilistic Approach

American Journal of Clinical
Pathology. 2009;132(3):391-395
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EML4-ALK as a Predictive Marker for Response to EGF R Therapy

« Analysis of the fusion oncogene EML4-ALK and EGFR mutation among
a group of patients with NSCLC who possessed at least 2 of the following
features: (a) female sex; (b) no smoking or only a light smoking history;
(c) Asian ethnicity; and (d) adenocarcinoma.

« Of the 141 tumors satisfying these criteria, 22% were found to have a
mutation in EGFR, 13% had the EML4-ALK mutation, and 65% did not
have a mutation in either EGFR or EML4-ALK ("wild-type").

« The subgroup with EML4-ALK mutations was younger and more likely
to be male compared with the wild-type and EGFR-mutation populations.
All'but 1 of the 19 EML4-ALK mutant tumors were adenocarcinomas.

« Of the 10 EML4-ALK patients who received treatment with an EGFR
tyrosine kinase inhibitor, none achieved an objective response.

J Clin Oncol. 2009;27:4247-4253
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