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Introduction

e Epithelial to mesenchymal transition (EMT) is one of the key drivers of
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Conclusions

* The combination was well tolerated in the safety cohort.

 There is initial evidence of clinical activity.

 @Gene expression analysis of cell lines and patient tumors treated

| with FOLFIRINOX and elraglusib demonstrate a phenotypic shift
from QM to E state.

 NCTO05077800 is currently enrolling and final results are eagerly

Determine safety and tolerability of FOLFIRINOX in combination with elraglusib
and losartan.
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 Determine the Progression Free Survival of FOLFIRINOX with elraglusib and Baseline
losartan in metastatic PDAC
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