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[Abstract] Objective To apply pulse-field gel electrophoresis analysis(PFGE) in the analysis of
cholera outbreak events and to determine the molecular epidemiological characteristics of Vibrio cholerae
(V. cholerae) isolates. Methods PFGE using restriction enzyme Not I was employed in the molecular
subtyping of forty-one strains of V. cholerae isolated in cholera outbreak events from 2003 to 2005 in
Guangzhou area and PFGE patterns were analyzed by BioNumerics Version 4.0 software to perform cluster
analysis. Pattern profiles were compared by utilizing of Dice coefficient and UPGMA (unweighted pair group
method with arithmetic averages) . Comparison of PFGE typing results was performed with phage-biological
typing and pathogenicity-associated genes typing. Results  In cholera outbreak events, PFGE could
discriminate epidemiologically related and unrelated strains, having more discriminatory power than phage-
biological typing and pathogenicity-associated genes-typing. Conclusions Molecular sub-typing by PFGE
could disclose the epidemiological relationships of strains from humans and the environment, providing
molecular epidemiological evidence and support for the source-tracking of cholera outbreak events.
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