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Abstract : Objective
Sydney, Australia. Methods

To investigate the genotype and production of toxin A and B of C. dif ficile clinical isolates collected from

Sixty-eight C. difficile clinical isolates were collected from Westmead Hospital, the University of

Sydney, which were genotyped by using PCR-ribotyping,and toxin A,B coding gene tcdA ,tcdB were detected by using PCR meth-

od. Results

Thirty-one PCR-ribotypes (RTs) were confirmed in the 68 C. dif ficile clinical isolates, RT014 (19.1%) and RT002

(11.8%) were the common genotypes. Sixty-four of 68 (94.1%) isolates contained tcdA and tcdB for toxin A and B. Conclusion

The common prevalent PCR-ribotypes of C. dif ficile were RT014 and RT002 in Sydney.most of the C. dif ficile clinical isolates

contained toxin A and B.
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