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Research Progress on the Rechallenge with Cetuximab
Regimen as Post-Line Therapy for Advanced Colorectal

Cancer
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Abstract: Colorectal cancer is one of the most common malignant tumors. The combination of
chemotherapy with anti-epidemal growth factor receptor (EGFR) monoclonal antibodies has become
the standard first-line treatment for RAS wild-type left-sided metastatic colorectal cancer (mCRC)
patients. Cetuximab is a commonly used anti-EGFR monoclonal antibody. Recent studies have
found that some patients with metastatic colorectal cancer who have progressed after treatment with
regimens containing cetuximab may regain sensitivity to it after a period of cetuximab withdraw.
Therefore, the rechallenge therapy with cetuximab may prolong the survival of patients with ad-
vanced colorectal cancer. This paper reviews the current status of cetuximab in the treatment of
colorectal cancer and the research progress of its rechallenge therapy.
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2022 4 ASCO 2L/ #i () PARADIGM #fF 5% 7 B
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6K E X, /£ MACBETH #1155 RAS/BRAFwt
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76.5% ,P=0.010) 1 RO Y] B % (46.3% vs 23.5% ,P=
0.027)# B E % . 11 DEEPER #F 53 0%) Ho vl %
O T DU AR R B BT B & mFOLFOXIRI H T
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ORR ik 30%., %4 16 ] ctDNA # il & RAS/BRAF
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