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Background Results
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« Chronic colitis was induced by administering C57BL/6 mice with 3 cycles of

3% dextran-sodium sulfate (DSS) — treated water for 7 days followed by 14 e + | | 3 - Figure 6. Chronic colitis leads to prostatic, reactive oxygen species (4-HNE), DNA
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« While these findings may partially explain the pathogenesis of IBD-associated prostate
cancers, they are limited by factors inherent to our murine model and require further
validation.
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