Read, Interpret, and Communicate Test Results
Effective interpretation of epidermal growth factor receptor (EGFR) mutation test results both at diagnosis
and at disease progression will help health care providers set patient expectations and prescribe the
most appropriate treatment for patients with metastatic non–small cell lung cancer (NSCLC). Open and
accurate communication with your patients is essential to their understanding of their disease
and treatment.
There are 4 key areas that will be discussed in this section, each with information that may help you
interpret and communicate the results of an EGFR mutation test:
• Guidelines for reporting test results
• Interpreting test reports
• Treatment options based on mutation status
• Discussing mutation status and treatment with patients

Guidelines for reporting EGFR mutation test results1
When it comes to identifying mutations in the EGFR gene, there are many tests to choose from. Whichever test
is chosen by your practice team, the testing laboratory is responsible for communicating the results clearly and
effectively to the treating physician. The College of American Pathologists (CAP), the International Association
for the Study of Lung Cancer (IASLC), and the Association for Molecular Pathology (AMP) have recommended
the following components be included for the complete reporting of EGFR mutation testing.

Interpreting EGFR mutation test reports1,2
NSCLC tumors are heterogeneous, meaning that different cells within the tumor may contain different
mutations, or some may not contain a mutation at all.2 The test for EGFR mutations in NSCLC may show
that tumors harbor multiple mutations, especially at disease progression.3 A tumor may show both an EGFR
sensitizing mutation (eg, L858R point mutation or exon 19 deletion) and a T790M resistance mutation.2

Some screening methodologies may identify novel EGFR mutations for which
there will be no clinical or preclinical data to guide treatment decisions.
Depending upon the test and laboratory, results of EGFR mutation tests may vary.
•O
 ne example—the cobas® EGFR Mutation Test v2—reports an EGFR T790M mutation as
“detected” or “not detected” and can detect at least a 5% mutation level in the sample3
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• Other tests may report EGFR mutations as a percentage (eg, 15%) detected in the sample4
• Based on the results of the mutation test, the health care provider must decide how to proceed with
a treatment plan

Contact your pathologist or preferred testing laboratory with any questions you may
have about EGFR testing.

Identification of EGFR mutations may help guide treatment decisions both
at initial diagnosis of NSCLC and at disease progression5
• A test result showing the presence of an EGFR mutation can indicate if a patient is eligible for
treatment with an EGFR tyrosine kinase inhibitor (EGFR-TKI) at diagnosis
• A positive result for an EGFR T790M mutation at disease progression may help guide subsequent
treatment decisions
• Negative plasma test results should be retested with tissue

Communicating EGFR mutation status with patients
Discussion of test results and treatment plans with your patients is essential. An oncologist will often
communicate the initial test results and the treatment options/plan, and a nurse or nurse navigator will
discuss those results in greater detail with the patient.

Discussing EGFR mutation testing at diagnosis
Patients and family members or caregivers should understand the role and results of an EGFR mutation test at
initial diagnosis, including:
• EGFR sensitizing mutations are common in patients with NSCLC, occurring in5-7:
• 7% to 20% of patients in Western populations
• 30% to 50% of patients in Asian populations
• The most common EGFR sensitizing mutations are the exon 19 deletion and the L858R point mutation5
• Available treatment options and treatment plans5

Reminder: NCCN Clinical Practice Guidelines in Oncology (NCCN Guidelines®)
recommend testing for all actionable biomarkers at diagnosis of NSCLC, including
EGFR, BRAF, and ROS1 mutations, ALK rearrangements, and PD-L1 expression.5

Discussing the need to retest at progression and available testing procedures
Patients and caregivers should understand that some tumor cells may develop drug resistance to first-line
EGFR-TKI therapy at disease progression.2

Retesting can offer insight into the mechanisms of resistance to initial therapy with
an EGFR-TKI.
Drug resistance to a first-line EGFR-TKI is often associated with an acquired EGFR mutation.2 Obtaining a
biopsy for testing at progression may include:

Reminder: A new sample is required to test for EGFR T790M mutations at the time
of progression.

Describing test results at progression
Patients and caregivers should be aware that the EGFR T790M mutation is the most common mutation that
confers resistance to first- or second-generation EGFR-TKI therapy.8

The presence of an EGFR T790M mutation may mean that the patient will have to
assess their treatment plan.5
It is important to note that 49% to 63% of patients become resistant to first- or second-generation EGFR-TKIs
due to the EGFR T790M mutation, meaning that up to 37% of your patients will not have the EGFR T790M
mutation.8-12 Alternate treatment options for patients without a T790M mutation should be discussed. Negative
plasma test results should be retested with tissue.
ALK, anaplastic lymphoma kinase; BRAF, v-Raf murine sarcoma viral oncogene homolog B; PD-L1, programmed death-ligand 1;
ROS1, ROS proto-oncogene 1, receptor tyrosine kinase.
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