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[ Abstract] Objective To analyze the etiologic characteristics of O1/0139 Vibrio cholerae in
Guangdong province in 2009-2013. Methods Isolates from cholera cases and from the environment
surveillance points were investigated by serological typing, antibiotic susceptibility testings, toxic
genes detection and molecular typing to analyze the similarities and differences of the identified
species. Results Totally, 190 isolations of O1/0139 V. cholerae were obtained from cholera cases
(16 strains) and environmental samples (174 strains) in Guangdong province in 2009-2013. The
sero-types would include Inaba (3 isolates) , Ogawa (7 isolates) and 0139 (6 isolates) in all the
isolates from the cholera cases. Ten strains from the cixA positive cases were detected by PCR.
Two Ogawa strains carried incomplete CTX @ phage. Results from the antibiotic susceptibility test
indicated that 5 strains were absolutely sensitive to 11 antibiotic discs in vitro, while another 3 strains
were simultaneously resistant to 4 antibiotic discs. Except for 2 stains, all the O139 strains from the
environment were cixA negative, detected by PCR. Incomplete CTX ® phage was found in the Inaba

DOI:10.3760/cma.j.issn.0254-6450.2014.07.016

FEATH )M EE 25 DAE T I H (2008-Zda-06) 5 |44 BE 4Rk A st 3 42 (B2011026)

FEZ AN :511430 TN, T 2R BN B 42 1l v Cods SR A E A B0 BT T 2R 28 IO A i R 0 o o S50 2 (2R R3S T2 PR AT
S NZE L T B SC SRR ED) 5 RO SRR 2 AL A S AT B 2 2= BE (M A (IRCER ) 5 vl R0 T B 47 1 O A G TRl 2 T 1%
T ) K S SR (2R

SEAEVEE 5Kk Z, Email: zyh@cdcp.org.cn



- 826 - TPAETRA TR 225 2014 4F 7 H 553545 7] Chin J Epidemiol, July 2014, Vol. 35,No. 7

(53 isolates) , Ogawa (22 isolates) and 0139 (2 isolates) , respectively. Results from the antibiotic
susceptibility test exhibited that 25 strains were resistant simultaneously to 4 and/or more antibiotic
discs, especially the Inaba strains from the seafoods (13 isolates). 2 Inaba strains from seafood were
simultaneously resistant to 7 antibiotic discs. Results from PFGE molecular typing indicated that the
PFGE types digested by Not | expressed significant diversity. Inaba and 0139 strains from cases were
gathered in the same clusters, while the Ogawa strains from cases scattered in different clusters but no
significant correlation smong these strains were found. Our results suggested that a distant genetic
relationship might exist between these two different sources strains. Conclusion Complex and
diverse as the virulence genes and genetic characteristics and with the grim situation of multi-drug
resistant strains, all seemed important to strengthen the surveillance programs on the variation of strain

types and antibiotics resistance of O1/0139 V. cholerae in Guangdong province.
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