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Inflammation resolution is now understood as an active, regulated component of vascular biology, rather than a passive termination of inflammatory signalling. This process is driven by endogenous pathways that limit leukocyte activation, promote efferocytosis, and help restore endothelial function. Among these mechanisms, Annexin‑A1 provides a well‑characterised example of how protein mediators contribute to the resolution of vascular inflammation. Acting at the interface between immune cells and the vascular wall, Annexin‑A1 supports the transition from inflammation to repair by modulating leukocyte recruitment and enhancing resolution‑phase signalling. Lipid‑derived specialised pro‑resolving mediators (SPMs), including lipoxins, resolvins, protectins, and maresins, form complementary pathways that further coordinate the return to tissue homeostasis.

When these pro‑resolving mechanisms are disrupted, inflammatory activation persists, efferocytosis becomes inefficient, and maladaptive vascular remodeling can ensue. Such dysregulation is a characteristic feature of vascular disease. Increasing evidence also indicates that resolution pathways, including those involving Annexin‑A1 and lipid mediators, show meaningful sex‑specific differences, influenced by hormonal and immunological factors. These variations may shape responses to inflammatory stimuli and have relevance for pharmacological strategies targeting resolution biology.

This presentation will outline current understanding of inflammation resolution within the vasculature, focusing on the molecular and cellular actions of Annexin‑A1 and complementary pro‑resolving mediators. The discussion will consider how these pathways become perturbed in disease states and how pharmacological engagement of endogenous resolution processes may contribute to new approaches for modulating vascular inflammation and disease progression.

