Figure S1. Prdx1 expression between immune cell subset.
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Figure S2. Prdx1 deficiency increases endogenous H,0, production in macrophages.
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Figure S3. Ad-PRDX1 rescues PRDX1 expression in prdx1”’ macrophages.
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Figure S4. Prdx1 deficiency exacerbates atherosclerosis in apoe”- mice.
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Figure S5. Prdx1-deficient hematopoietic cells exacerbates plaque formation in apoe” mice.
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