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With population aging, abdominal aortic aneurysms are becoming common vascular disorders. AAAs exhibit progressive dilations of the abdominal aorta, and rupture of it is often a lethal event. Although it is well documented that inflammation and oxidative stress are pathogenic mediators of AAA, the molecules that could be therapeutic targets are not well characterized. Peroxiredoxin II is one of major isoforms of peroxiredoxin, a critical antioxidant enzyme, and exhibit higher affinity toward low concentrations of hydrogen peroxide. The purpose of this study is to determine whether PrdxII contributed to the development of AAA. In aortas from aortic aneurysm patients, there was a marked increase in expression level of PrdxII. We confirmed it in mouse AAA model, infusing angiotensin II via subcutaneous os motic pumps. To further investigate the role of PrdxII in AAA formation, we established Prdx II KO mice. Compared with wild type control, subcutaneous infusion of Ang II markedly increased the incidence of AAA in PrdxII KO mice. PrdxII deficiency enhanced AngII induced changes in overall abdominal aorta morphology and the increase in aorta diameter. High frequency ultrasound images of abdominal aorta, which is taken at the level of the suprarenal aorta in every week after AngII infusion, also showed more advanced dilations of abdominal aorta at earlier time point in PrdxII KO mice. Correspondingly, SMA positive cells and elastic lamina degradations are elevated in aneurysm sections from PrdxII KO mice. In addition, when comparing AngII treated WT mice, aortas from AngII infused PrdxII KO mice displayed increased immune cell infiltration and significantly upexpression of proinflammoty cytokines in AAA. These results indicate that PrdxII has a pivotal role in modulating of AngII induced AAA. With mechanistic further studies, our research might suggest PrdxII as a potential therapeutic target for prevention of AAA. 

