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* Surgeryis the only potentially curative option for PC. e KRAS status does not predict response to mFOLFIRINOX or gem-nab in resected PC.
However, only a minority of patients (pts) undergo
resection with current perioperative e KRAS status is associated with distinct profiles of potentially targetable co-alterations.,

(periop)-chemotherapy (CT).

e Inthe absence of phase III trials, selection between
mFOLFIRINOX and gemcitabine/nab-paclitaxel RESULTS
(gem-nab) is based on limited evidence.

Table 1. Baseline demographic and clinical characteristics of study Table 3. Genomic alteration frequency by KRAS Figure 2. Overall survival by KRAS mutation status in patients with study entry
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