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Mutation Analysis Result Report

National Comprehensive Cancer Network (NCCN) guidelines for colon cancer recommend, with a category 2A, the testing of all 
metastatic disease for the presence of mutations in KRAS11-12. An American Society of Clinical Oncology (ASCO) provisional clinical 
opinion also recommended that patients with metastatic colorectal cancer who are candidates for anti-EGFR targeted therapy should 
be tested for KRAS mutational status at codons 12 and 133.

NCCN guidelines for NSCLC recommends KRAS mutation testing category 2B. NCCN further recommends alternative therapies be 
considered for patients with KRAS mutations9,12.

KRAS

Clinical Relevance/Comments:

KRAS is associated with the downstream signaling pathway of 
EGFR and is mutated in 35-45% of colorectal cancer (CRC), 
10-30% of non-small cell lung cancer (NSCLC) and frequently 
in other cancers1,8. 

Targeted EGFR therapies include monoclonal antibodies (e.g., 
cetuximab, panitumumab) that can prevent ligand binding 
and EGFR activation, or tyrosine kinase inhibitors (TKI, e.g. 
erlotinib) that prevent activation of the signaling pathways. 
KRAS mutations can interfere with this mode of action. 
 
The presence of a KRAS mutation predicts that the patient is 
unlikely to bene�t from targeted EGFR therapy in colon 
cancer2-7, head-and neck cancer10 and in lung cancer 7-9. 
Targeted EGFR therapy can be considered in patients with a 
wild-type KRAS gene. MEK inhibitors are emerging as an 
important drug class to consider for KRAS mutant patients13.

The results of this test are to be interpreted in the context of 
other clinical �ndings in patient care management.
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KRAS Mutation Analysis Result:

A point mutation affecting codon 12 of the KRAS gene was detected (p.Gly12Asp, c.35G>A). 

MUTATION DETECTED
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Agendia Inc (05D1089250) is certi�ed under the Clinical Laboratory Improvement Amendments of 1988 (CLIA) as quali�ed to perform high-complexity clinical testing. Decisions regarding care and treatment should not 
be based on a single test such as this test. Rather, decisions on care and treatment should be based on the independent medical judgment of the treating physician taking into consideration all available information 
concerning the patient’s condition, including other pathological tests, in accordance with the standard of care in a given community.

Intended Use:

The  therascreen  KRAS  RGQ PCR Kit (Qiagen) is intended to aid in the identi�cation of colorectal cancer patients suited for treatment 
with Erbitux® (cetuximab)  based on a KRAS wildtype test result.

Assay Description:

This test detects nucleotide variants affecting codons 12 and 13 of the KRAS gene: 
•  p.Gly12Ala, c.35G>C;    
•  p.Gly12Asp, c.35G>A; 
•  p.Gly12Arg, c.34G>C; 
•  p.Gly12Cys, c.34G>T; 

KRAS

PATIENT/ID   Patient:  Jane Doe
 

DOB: 31-Oct-1963
 

Patient #: 024836267
 

Report Date: 25-Mar-2012
 

•  p.Gly12Ser, c.34G>A;  
•  p.Gly12Val, c.35G>T; 
•  p.Gly13Asp, c.38G>A;

Methodology:
This assay qualitatively detects mutations in DNA of the KRAS gene using mutation speci�c primers in combination with real 
time PCR. Tumor areas were identi�ed, and when necessary selectively macrodissected. This highly sensitive PCR assay is 
capable of reproducibly detecting mutations in samples with as little as 1 to 5% mutated DNA. The assay is validated on DNA 
isolated from FFPE tissue.  Primers were designed so that known variants do not interfere with mutation detection; however, 
the presence of previously unknown variants might interfere with assay performance on rare occasions.
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