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Abstract; Objective To detection the carrying situation of Clostridium difficile toxin gene A/B in stool specimens of the pa-
tients with ulcerative colitis(UC) and persons undergoing physical examination and to research the relationship between Clostridium
difficile toxin gene carrying and UC. Methods The stool specimens were collected from 53 cases of UC(32 cases of active stage and
21 cases of resting stage) and 45 persons undergoing physical examination. Total DNA was extracted from stool specimens. The
Clostridium difficile toxin gene cdtA and cdtB were detected by real-time PCR, then the PCR products were amplified and performed
the agarose gel electrophoresis and gene sequencing for conducting the amplification products verification. Results 7 cases of cdtA
and 4 cases of cdtB were checked out in the UC group,in which 5 cases of cdtA and 2 cases of cdtB were in the UC active stage
group,2 cases of cdtA and 2 cases of cdtB were in the UC resting stage group. In the healthy control group,5 cases of cdtA and 2
cases of cdtB were checked out. The detection rate of cdtA and cdtB had no statistically significant difference between the UC group
and healthy control group(P>>0. 05). There was no statistically significant difference between UC active group and inactive group
(P>>0.05). Conclusion There is no appearant correlation between the carrying situation of cdtA and cdtB in stool with UC onset
and UC stage.
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