Atebimetinib Reduces Tumor Volume and Preserves Body Mass: A Dual Mechanism for Extended Survival in Pancreatic Cancer
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Introduction Weight trajectory distribution compared to reference population Overall survival by tumor volume reduction

Median overall survival (mOS) of 17.3 months was recently reported in 55 first-line pancreatic cancer patients treated with The percentage of patients with stable or increasing weight was significantly higher for patients treated with atebimetinib + OS in patients with deeper tumor volume reductions (SLD<-30%) was comparable to OS in patients with moderate tumor
atebimetinib + modified gemcitabine/nab-paclitaxel (mGnP), with 84% of evaluable patients having stable or increased weight mGnNP (n=23 evaluable for trajectory analysis) than for patients from the benchmark study [3] (Mann-Whitney U p<0.001, Cliff's volume reductions (SLD 0% to -30%) and did not reach a median OS, while OS in patients without measured reduction in overall
at 3 months [1]. This is notable because pancreatic cancer patients typically lose weight due to cancer-associated wasting of 6=+0.48). The fraction of patients falling into the stable or gain categories was approximately two-fold higher in the atebimetinib SLD did reach a median value. This suggests that the presence of tumor volume reductions was more important than their
muscle and other tissue (cachexia). Atebimetinib, a deep cyclic inhibitor of MEK, was designed for both anti-tumor activity and + mGnP weight trajectory evaluable cohort (78%; 18/23) than in the reference dataset (37%; 824/2243). depth. 10-
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