Impact of KRAS codon-specific mutations on survival of patients with metastatic CRC (mCRC)
treated with trifluridine-tipiracil (TAS) plus bevacizumab (Bev): a real-world analysis
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¢ Clinical benefit and survival data
utilizing later lines of therapy with TAS
in metastatic CRC is limited,
highlighting the need for better patient
selection’.

¢ Recently, codon-specific KRAS
mutations have been implicated as
biomarkers for TAS treatment. KRAS

used (cohort B). Mutation status was

e In this two cohorts of mCRC treated with TAS-Bev, codon-specific KRAS mutations did not appear to predict survival

benefit, unlike previously reported for TAS treated patients.

e Further investigations into KRAS codon-specific impact are required prior to incorporating this for patient selection for

treatment, especially in a late line setting where options are limited for mCRC pts.
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Figure 1. Pie chart for KRAS status (mutated or wild type) and bar plot for
KRAS mutation codon distribution for MDA (A) and Tempus (B) cohorts.
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