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NEWS & VIEWS

LETED THERAFIES

Front-line therapy in lung cancer with mutations
in EGFR

Lorenza Landi and Federico Cappuzzo

Large randomized phase (Il trials conducted in patients with non-small-cell lung cancer (NSCLC) harboring
activating mutations in EGFR have demonstrated that erlotinib or gefitinib are superior to platinum-based
chemotherapy. Zhou ef al. have now confirmed that these agents represent the best treatment we

can offer today as frontdine therapy for EGFR-mutant NSCLC,

L, L. & Capyueras, P, Nt Mo, C20 Cneal B, 671573 CA011): frbibahact snbve 30 August 2011 &
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Figure 4. Genetic Abnormalities in Adenocarcinomas of the Lung.

The pie chart depicts the approximate frequency of each oncogenic altera-
tion. Results are based on the screening of 650 lung adenocarcinomas at
Massachusetts General Hospital. The genotyping platform detects activat-
ing mutations in KRAS, EGFR, PI3K, HER2, BRAF, AKT, and NRAS. In addi-
tion, fluorescence in situ hybridization is used to identify chromosomal re
arrangements involving ALK or ROS and gene amplification of ¢-MET. In
nearly half of lung adenocarcinomas, no genetic abnormality can be identi-
fied by these methods
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Genotypic and Histological Evolution of Lung Cancers
Acquiring Resistance to EGFR Inhibitors

Lecia V. Sequist,'?** Belinda A. Waltman,?* Dora Dias-Santagata,>** Subba Digumarthy,**
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EML4-ALK is a Potent “Oncogenic” Driver

The NEW ENGLAND
JOURNAL Of MEDICINE EML4-ALK K580M  NPM-ALK

ESTARLISHED 1N 1832 OCTORER 28, 2010 VOL 363 NO. 1%

Anaplastic Lymphoma Kinase Inhibition in Non-Small-Cell
Lung Cancer
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Inhibition of ALK leads to dramatic in vivo tumor regression

Soda M et al. Nature 2007;448:561-567
EML4 = echinoderm microtubule-associated protein-like 4; Reprinted by parmission from
NPM = nucleophosmin Macmillan Publishers Ltd: , ©2007
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A Novel, Highly Sensitive Antibody Allows for the Routine
Detection of ALK-Rearranged Lung Adenocarcinomas
by Standard Immunohistochemistry

March 2010

Mari Mino-Kenudson', Lucian R. Chireac”. Kenny Law?, Jason L. Hoemick”, Neal Lindeman”, Eugene J. Mark'
David W. Cohen”, Bruce E. Johrson®, Pasi A. Janne*, A. John lafrate’, and Scott J. Rodig®
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