Dietary Sulforaphane Decreases Fecal Calprotectin Level in Patients with Ulcerative Colitis.
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Introduction. Ulcerative Colitis (UC), known to be caused by chronic oxidative stress, have recently been increasing in Japan, as recent Westernization of dietary habit. Sulforaphane (SFN), rich in broccoli sprouts (BS), has been shown to enhance anti-oxidant activity by up-regulating nrf2-mediated antioxidant enzymes. We have previously shown that dietary intake of SFN-rich broccoli sprouts mitigates H.pylori-induced gastritis by inhibiting H.pylori activity. 
Aims. In this study, we examined if dietary SFN affect intestinal microflora and mitigates colonic inflammation in mesalazine-treated human UC patients. 
Methods. Twenty-eight subjects with mild UC patients treated with mesalazine were assigned to either the SFN-rich broccoli sprouts (BS) group (n=14) or the SFN-free alfalfa sprouts (AS) group (n=14) and were requested to take 20 g daily of raw BS or AS for 8 weeks, respectively, BS contains 4.4 mg/g sulforaphane glucosinolate (SGS), a precursor of SFN, while AS contains no SGS. Stool samples were obtained just before and after the 8 weeks treatment with sprouts. In this study, levels of fecal calprotectin were measured as the quantitative indices of colonic inflammation. We also analyzed intestinal microflora using terminal restriction fragment length polymorphism flora analysis.
Results. Treatment with BS, but not with AS decreased level of fecal calprotectin, accompanied by an increase in the fecal component of clostridium IV and XIVa, which has been reported to enhance butyrate production. 
Discussion & Conclusion Since treatment with only the sulforaphane-rich BS increased butyrate producing gut microbiota, and mitigates colonic inflammation in UC patients, the present results suggest that dietary approach with sulforaphane rich BS mitigates colonic inflammation in human UC patients. Our data further indicate that the protective effects of sulforaphane-rich BS on UC appear to be induced not only by up-regulation of antioxidant enzymes, but also by the increase in mucosal protective butyrate production induced by intestinal microbiota.
