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Tt is suggested that Peroxiredoxin 6 (Prx—6) may provide cytoprotection and wound healing
in YAMC cells. Ulcerative colitis (UC) patients were treated using granulocytapheresis
(GCAP). After the treatment, Prx6 in the patients, which observed the therapeutic effect,
increased. These results show that Prx—6 may be involved in mechanisms of inflammatory
bowel disease (IBD) and be used as a marker of examination the therapeutic effect of IBD.
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