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4 Recommended by National Comprehensive Cancer Network (NCCN) guidelines   

4 Clinically actionable genomic information for 11 genes, 5 gene rearrangements/                        
           amplifications/ fusions, and 1 immunohistochemical stain      

4 Full results in 7 to 10 days 

Tailored Genomic Lung Profile
Next Generation Sequencing (NGS)

AKT1 Potential resistance to EGFR TKI 

BRAF Typically non-overlapping mutation

CTNNB1 Implicated in EGFR resistance

DDR2 Novel driver of squamous cell lung cancer, response to dasatinib

EGFR Benefit to EGFR TKI therapy; T790M included for acquired resistance to EGFR TKI therapy

ERBB2 (HER2) Non-overlapping mutation

KRAS Poor prognostic marker, non-overlapping mutation

NRAS Non-overlapping mutation

PIK3CA Acquired resistance to EGFR TKI therapy

PTEN Associated with lack of response/acquired resistance to EGFR TKI therapy; negative 
prognosis, lower overall survival

TP53 Associated with lack of response/acquired resistance to EGFR TKI therapy; negative 
prognosis

Fluorescence In Situ Hybridization (FISH)
ALK Rearrangement Response to crizotinib (Xalkori-Pfizer)

ERBB2 (HER2) Recent study (MSKCC) shows importance in therapeutic choice versus ERBB2 mutated NSCLC

MET Amplification Poor prognostic marker, possible response to crizotinib (Xalkori-Pfizer)

RET Fusion Co-occurs with common driver mutations, response to multiple TKIs reported

ROS1 Rearrangement Predictive of response to crizotinib (Xalkori-Pfizer)            
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Immunohistochemistry (IHC)
PDL1 Immunotherapeutic response marker
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NGS LUNG REPORT

KRAS G13C and PIK3CA H1047R point mutations were detected by targeted next generation sequencing.
NO EGFR or BRAF mutation was detected.

FISH studies were negative for amplification or re-arrangement of ALK, ROS1, RET, and MET.

Review of the accompanying pathology report indicates a history of NSCLC. Microscopic examination confirms 
adenocarcinoma corresponding to the above referenced accession number. Sufficient tumor tissue is present
for molecular analysis. Excellent gene coverage was achieved, which passed our internal quality checks.  KRAS G13C 
and PIK3CA H1047R point mutations were detected by targeted next generation sequencing. No other mutations were 
detected by targeted next generation sequencing interrogating the hot-spot regions of 10 genes summarized in the NGS 
technical table.  Please also see the NGS technical table for a summary of single nucleotide polymorphisms (SNPs). This 
testing is in accordance with the most recent NCCN guidelines.

Decisions regarding patient care and/or treatment should not be based on the results of this test alone or the information contained in this report, but upon the independent 
medical judgment of the treating physician in the context of the patient's condition and other factors in accordance with the applicable standard of care. The selection of agents 
identified in this report, whether none, in part, or in entirety, is at the discretion of the treating physician. Additionally, agents listed in this report, along with indicated clinical 
trials, are not ranked in order of potential efficacy, predicted efficacy, or level of evidence which may vary from the patient's indicated tumor type.

Potential Therapeutic Response / Drug Class Disease Association Gene Alteration
                Unlikely response to EGFR TKI therapy NSCLC KRAS and 

PIK3CA Mutations

Targeted therapies (i.e. MEK/RAF/PI3K/AKT/mTOR/CDK 
                    inhibitors) may be available in an investigational context NSCLC KRAS and 

PIK3CA Mutations

No therapeutic associations for other diseases at this time.

Prognostic Association Disease Association Gene Alteration
                Aggressive clinical course NSCLC KRAS and 

PIK3CA Mutations
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All other regions examined showed no evidence of protein-modifying mutations. Please see the methodology section of this report for a comprehensive listing of the genes 
and regions sequenced in this assay. The specific genomic coordinates will be supplied upon request. The inherited variants identified in this assay are not presently known to 
be related to a disease process and are reported in case clinically relevant information becomes available.
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RESULTS

Original Procedure Date: 01/06/2015, Sample Type: Lung, Block Information: 1, Original Accession number: 
Tumor Percentage: 51-80%
Original Diagnosis: Invasive Adenocarcinoma
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