Daraxonrasib: from active RAS to effector blockade

Pancreatic ductal adenocarcinoma | Cell entry, tri-complex formation and signaling inhibition
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Active RAS drives growth signaling. [1]
RAF activates the MEK-ERK pathway.
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The drug bridges CypA and active RAS. [1,2]

The tri-complex forms at the inner membrane.

Key: gold = active RAS; teal = cyclophilin A/ cell boundary; magenta = daraxonrasib; gray = reduced or blocked signaling.
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The small molecule reaches the cytosol. [1]

Its binding partners are inside the tumor cell.
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The tri-complex limits RAF access. [1,2]

Downstream MEK-ERK signaling falls.
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Daraxonrasib associates with CypA. [1,2]

This complex can engage active RAS.

F Cellular consequence
Lower growth signaling

— [vex ] —
Proliferation and survival can decrease. [1]

This does not imply uniform tumor-cell death.
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Schematic, not to scale. Shapes represent molecular identities, not atomic structures. Selected pathway; no transport kinetics or clinical response inferred.



