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ABSTRACT: Objective To analyze the etiology of a suspected food poisoning case of Clostridium perfringens.
Methods The feces of patients with food poisoning were screened for Clostridium perfringens genes by fluorescence
quantitative PCR method. The bacteria were isolated and cultured according to the results of the initial screening by
fluorescence quantitative PCR, and the isolated strains were identified by mass spectrometry, biochemical identification,
virulence gene detection and PFGE analysis. Results Totally 5 strains of Clostridium perfringens carrying enterotoxin
gene cpe were isolated from the feces of 5 food poisoning patients, and the PFGE bands of the 5 strains were identical.
Conclusion The pathogenic factor of this food poisoning was Clostridium perfringens type A, which carried the
enterotoxin gene cpe. PFGE results suggested that 5 strains might have the same source.
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Fig.2 Detection of Clostridium perfringens in 5 stool specimens by
fluorescence quantitative PCR
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