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MFECR RO (F130) : 1. AV 2 T h 0@t (Fv— K3, 4D EkpED) X UGT1A1
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UGT1A7 N129K (G), -57(G), UGT1A9 *22 7 VAT~V AV 77 7 X —Th5H Z & &l
d L7-, F£72. Genotype subset selection %2 X W KIGHEEE 12%3 5 FOLFIRI LD HZ)
PERTFHTEDLZ L E RN L,

2. BY X U= THAREMICEB W TIE. BRAF < PISK, i ONZ KRAS (CD60, 61, 146) D28
JEGI CIEZIR NN & 2 EHERT 2 & & B2, FcGR3a BRI LY PHNEL B Z L
Ay Oy

WFFER S OMEEE  (330) : 1. The toxicity of irinotecan, G3/4 neutropenia, was predicted by
UGT1A1 *28/%6 alleles as well as UGT1A7 N129K (G), -57(G), UGT1A9 *22 alleles.
Genotype subset selection of multi-UGT1As polymorphisms can predict severe neutropenia
and tumor responses of metastatic CRC patients received FOLFIRI regimen.

2. Mutations such as BRAF, and PI3K were also important biomarkers of cetuximab.
Furthermore, our date suggest that the FcGR3a polymorphisms may be also useful
molecular markers to predict clinical outcome in mCRC pts treated with cetuximab.
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