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HE LT LT,
e RO EE (330) : The A pylori cdrd has a repressive role on cell division. Loss
of cdrA was found during persistent infection in animal model and patients. Thus we
investigated whether the cdrd affects on the host immune response 7n vitro and vivo. The
IL-8 level was compared in AGS cells co—cultured with wild-type or cdrA-disruptant strains
and in biopsy specimens from patients infected by cdrd-positive or cdrd—negative strains.
IL-8 level induced in AGS by a cdrd-disruptant strain was significantly lower (/X0.01)
compared to wild-type: corresponding to 50%-60% of those of wild-type, which coincided
with 7in vivo data using biopsy specimens from cdrd-positive and cdrd—negative groups
Therefore, colonization by a cdrd—negative or cdrA-dysfunctional strain resulted in
decreased IL-8 production and repression of NF- g B, and hence, attenuate the host immunity
leading to persistent infection.
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