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Figure 1: Positions of mutations observed within the promoter and
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E. coliwith acefoxitin (FOX)MIC 232 ug/mlwas identified as a
putative AmpC-hyperproducer and was screened for plasmidic ampC
genes and for mutations within the chromosomal ampC promoter region

from patients attending hospital clinics, emergency rooms, medical and
surgical wards, and intensive care units. Annually, each centre was
asked to submit pathogens (consecutive, one per patient/infection site)

* CANWARD 2007: Cefoxitin MICs were determined for 500 of 1702 E. coli collected

Table 2. Demographics of patients with infections due to
AmpC-producing E. coli in Canadian hospitals.
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Figure 2: Genetic Relationships Among AmpC-producing E. coli from
Canadian hospitals. PFGE using Xbal.
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AmpC B-lactamase genes belongto Ambler Class C and confer

resistance to many B-lactam antimicrobials (excluding cefepime and REFERENCES b CONCLUSIONS

carbapenems) (3). 1. da Silva Dias, R. C. et al. 2008. Diagn. Microbiol. Infect. Dis. P : - m o ® 4 0 » o m = . - . - .

In E. coli constitutive overexpression of AmpC B-lactamases can occur 80-79.87 14 2 9 6 d 3 B T X 6 0 E T O 1. The prevalence of AmpC-producing E.coli in hospital affiliated patients across Canada

1S4.7%.

duetoeitherthehyperproductionofthechromosomalAmpC
B-lactamase geneorbyacquisitionofaplasmidicAmpCtype
B-lactamase (4). Plasmidic AmpC genes were first reported in 1988
and are now globally reported (3).

The purpose ofthis study wastodetermine the prevalence and
antimicrobial susceptibilities of AmpC-EC identified from Canadian
Hospitals in 2007 & 2008.
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2. Multidrug-resistance was assocaited with 36.8% of AmpC-producing E. coli. However,
they all remained susceptible to the carbapenems (meropenem and ertapenem) and

tigecycline.

3. Cefoxitin resistance is mainly due to the hyperproduction of the chromosomal ampC
gene (76.1%) and to a lesser extent through the acquisition of the plasmidic
bla.,..gene (22.9%).

4. The spread of AmpC-producing E. coli in Canadian hospitals is extensive and is due to
a combination of clonal spread and the dissemination genetically unrelated strains.
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