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Introduction (Figure 1. Anti-IL-12/23p40 mAb, anti-TNFa mAb and cyclosporine A (CsA) treatment prevented weight loss and attenuated colonic pathology of h (Figure 2. Depletion of CD8* cells tended to increase mortality, whereas depletion of CD4* cells or )
= Piroxicam-accelerated colitis (PAC) in PAC IL-10 k.0. mice. W: L = weight: length. *p<0.05,**p<0.01,***p<0.001. treatment with CTLA4-1g (10 mg/kg) had no effect on disease progression. Depletion of macrophages

interleukin-10 knock out (IL-10 k.0.) mice induced body weight loss; nevertheless it was associated with significantly reduced colonic

i i athology. *p<0.05,**p<0.01,***p<0.001.
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Methods (Figure 3. Colon cytokine profile of PAC IL-10 k.o. mice treated with the specified drqu (Figure 4. The colonic calprotectin density was correlated with disease activity of PAC IL-10 k.o. mice. )
C57BL/6 IL-10 k.o. mice received piroxicam in *p<0.05,**p<0.01,***p<0.001. Anti-IL-12/23p40 mAb and CsA treatment significantly decreased the level of calprotectin in the colon. Conclusions
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