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BRER&LER & & CetuximabBAFOLFIRIf FIRE
K-rasBERAEBEER (wild type) BEBAL
BIRRREENEREM (risk reduction for
disease progression ) iZ32% » & RAYOPUS
72 (Oxaliplatin and Cetuximab in first-line
treatment of metastatic colorectal cancer)
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(purified DNA was cycle-sequenced " ABI
BigDye V3.1, and electrophoresed " ABI 3730
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