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Abdominal aortic aneurysms (AAA) are defined as the permanent dilation of aortic vessel wall that occurs predominantly in the infrarenal region (1, 2). Although the condition is asymptomatic, rupture of the progressively dilated vessels could be fatal (1-4). AAA remains a pathological condition with surgical repair as the only available treatment option. As surgery is associated with significant complications, extended recovery periods and reduced durability, there is a serious need for pharmaceutical treatments to prevent aneurysmal growth and rupture (1-3). 
Although molecular mechanisms of AAA formation are not well established, known details suggest that it is closely associated with macrophage infiltration, subsequent inflammation of the vessel wall (1, 2, 5) and production and activation of various cytokines and proteases (4). Macrophages can be activated via inflammasomes which are multimeric receptor molecules that process the activation of various pro-inflammatory cytokines and regulate inflammation in chronic disease conditions (6, 7). Evidently, inhibition of NOD-like receptor family pyrin domain-containing protein 3 (NLRP3) inflammasomes by MCC950 was able to decrease hypertension and renal inflammation in vivo (7, 8).  Oligomerization of NLRP3 inflammasomes stimulated by several pathogen- and danger- associated molecular signals such as lipopolysaccharides (9), reactive oxygen species, microcrystals and high concentrations of salt, leads the conversion of pro-caspase-1 into active caspase-1 (6-8). Consequently, caspase-1 proteolytically cleaves pro-interleukin (IL)-18 into active IL-18 (7-9) which then leaves the native cells and promotes inflammation in neighbouring cells by recruiting macrophages to the site (7, 8). As IL-18 is linked with several disease states including atherosclerosis and is a vital marker of cardiovascular death (5), its contribution towards AAA pathogenesis is worth investigating. 
A study conducted by Suehiro et al. (2019) on IL-18 knocked out (KO) and wild type (WT) mice describes how IL-18 is associated with AAA formation.  Both groups of mice have been subcutaneously infused with Angiotensin II (Ang II) to induce AAA. Findings suggest a higher prevalence of AAA development associated with elevated IL-18 levels in WT mice compared to IL-18 KO mice. Subsequently, the observation of significantly attenuated macrophage infiltration in abdominal aortas of the IL-18 KO mice than that of WT mice proposes that IL-18 manifests macrophage infiltration in abdominal aortas during the formation of AAA. Osteopontin (OPN), an extracellular matrix (ECM) protein known to regulate inflammatory cell recruitment and adhesion (5) was also observed to be overexpressed in WT mice compared to IL-18 KO mice. This confirms the reported idea that IL-18 controls the expression of OPN and OPN in turn, contributes to AAA pathogenesis (10) by inducing the production of matrix metalloproteases (MMP) that encourage the breakdown of ECM (5). Therefore, IL-18 could be an attractive therapeutic target for the disease. 
In summary, since AAA progression and rupture has higher rates of morbidity and mortality, and surgery is the only treatment available, there is a serious need for an optimal medical therapy.  AAA development is associated with macrophage infiltration and inflammation and IL-18 is believed to be a centre player owing to its role in increasing OPN expression, macrophage infiltration and MMP activation. Therefore, further studies should be dedicated to understanding the role of IL-18 more thoroughly in favour of developing medical treatments based on IL-18 inhibition.
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