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SUMMARY

 Advances in cancer identification and treatment have fundamentally improved patient care
based on the underlying genetic signature of the cancer or individual.

» Several classes of anti-EGFR inhibitors require assessment of EGFR, KRAS or BRAF mutations
to determine course of therapy.
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mutant positive cells (G12C, G12V, or G13D) diluted in a background of KRAS WT cells at 20, 10, 5, 2, or 1%. The error bars show the respective
standard deviations from the mean signal for each dilution tested. B) Signature® BRAF/KRAS+5 Mutations. The assay specifically detected 5
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MATERIALS AND METHODS S
The detection of codon variants was accomplished following isolation of DNA, PCR
amplification using biotin-modified primers, hybridization with bead-bound, mutation-specific
capture probes, and detection on a Luminex platform (Figure 2A). This workflow was applied
to the detection of specific mutations in the Signature® KRAS/BRAF Mutations Panel along with
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and Prototype Gene Panels' * This simple and rapid workflow is amenable to processing 96 samples for one panel or 24
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KRAS 7 BRAF |KRAS+5 BRAE NRAS and HRAS EGER variations and.high-frequency mutgtions. B).Detection of EGFR targets in a titra.tiop series of tvyo cell lines (H1975 is a doublg mutant) from e The limit of detection was 1% input of each mutant DNA with both cell line and clinical

100% to 0.5% input. NTC and cell line negative controls are shown. The results indicate detection to at least 1% target mutation. . . t

G12Vv BRAF V60OOE V600E Q61R Q61L T790M samples representlng d range of specimen sources.
G12D G13S K60O1E Q61L Q61R Ex19-Del . o . . . .

c12s G13C Q61K G1av L858R * Personalized medicine is the forefront of new cancer therapies. Determination of the

G12C G13V *Research Use Only. Not For Use In Diagnostic Procedures. unique genetic characteristics of the tumor or the individual with cancer can contribute to
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G13D TPrellmlnary Research Data. The performance characteristics of this assay have not yet been established. Improved patient care.




