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Gastrointestinal inflammation is related to the onset of certain life style-related
diseases, including cancer. At present, non-steroidal anti-inflammatory drugs
(NSAIDs) are used as practical drugs in humans. Some undesired side effects, however,
are known to occur in the gastrointestinal tracts such as ulceration. The present study,
thus, attempted to discover and evaluate effective anti-inflammatory compounds
occurring in food items. We have selected zerumbone (ZER), a sesquiterpenoid in the
rhizomes of subtropical ginger (Zingiber zerumbet Smith), for testing its efficacy in
dextran sulfate sodium (DSS)-induced ulcerative colitis (UC) in mice with the use of
nimesulide (NIM), a selective cyclooxygenase (COX)-2 inhibitor for activity-compar-
ison. The mice are exposed to DSS at a concentration of 5% in drinking water to
inflame their large bowels, and fed with 1,000 ppm ZER, 1,000 ppm NIM, or 1,000 ppm
ZER+1,000 ppm NIM (combination group: COM) for 2 weeks. As the results, ZER
significantly suppressed formation of interleukin (IL)-18, prostaglandin (PG) Es,
ulceration, edema, and reproduction of mucus membrane in the colon. On the other
hand, NIM reduced the level of IL-14, but not PGE:, suggesting that the natural food
chemical ZER has a higher potency for mitigating gastrointestinal inflammation. Inter-
estingly, we observed the most potent suppressive effect in COM-group. That results
may be reasonable because ZER and NIM have distinct mode of action mechanisms, i.
e., ZER suppressed the de novo synthesis of COX-2 while NIM selectively inhibit its
catalytic activity. Our results suggest that the potential of food factors for their use for

regulating the onset of life style-related diseases with higher efficacy and lower toxicity.



