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5514 0,28.6%,IESE BRAF B PIKSCAMIRET B & Z M F ZH& B4 (C225)MTr 3, PTEN TEREERMEZN, EEAR
RIEBREIGRE, EEFHAPRAEE, FHEA PTENBRZE C225 HMfr A BE WX, PTEN KA SR BB 14 8 #& 8 R X
(CR+PR) % 58 42.9%,36.4%(P<0.05), BRAF.PIK3CA HIZRZEF PTEN BIRIZERK AT I B & % n C225 M7,
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Relationship Among PIK3CA Mutation, PTEN Expressions, and
Efficacy of Cetuximab in Colorectal Cancer
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Abstract Colorectal cancer patients with wild—type KRAS were collected and treated with cetuximab and the efficacy was assessed.
Paraffin —embedded tumor specimes and clinicopathological parameters were collected and mutations of BRAF and PIK3CA were
checked. The PTEN expression status was detected through immunohistochemistry. The study indicates that the objective response rate of
patients with wild—type BRAF and PIK3CA is 62.5% (CR+PR). In contrast, the objective response rate of patients with mutation—type
BRAF and PIK3CA are 0 and 28.6%, respectively. Therefore, the fact that BRAF and PIK3CA mutations could affect the effective of
cetuximab is deducted. And PTEN expression is mainly located in cell nucleus and PTEN expression is associated with the response to
cetuximab significantly. The objective response rate of patients with PTEN expression or null are 42.9% and 36.4% (P <0.05),
respectively. In conclusion, BRAF, PIK3CA mutations and PTEN expression null both have been associated with resistance to cetuximab.
BRAF, PIK3CA, and PTEN could serve as the predictive bio—markers for the response to cetuximab.
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Table 1 Clinicopathological parameters for
the 18 cases of the colorectal cancer patients
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Table 2 Mutation rates of BRAF and PIK3CA
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Table 3 PTEN expression
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Table 4 Relationship among KRAS, BRAF, PIK3CA mutation, PTEN expressions, and efficacy of Cetuximab
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14 S A Y Wi A R 1047 CAT-CGT + PR E
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16 Y A 7Y Y A= 7 Liga el _ a3 L
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Table 5 Relationship among KRAS, BRAF, PIK3CA mutation, PTEN expressions, and efficacy of Cetuximab
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7(38.99 42.99 1(14. 42.
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