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Carbapenemase gene detection and homology analysis of imipenem-resistant Enterobacter cloacae
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Abstract : Objective
mology analysis. Methods

To study the distribution of carbapenemase gene in imipenem-resistant Enterobacter cloacae,and make ho-

Four strains of imipenem-resistant Enterobacter cloacae were collected. The drug sensitivity was meas-

ured by the K - B paper method. The modified Hodge test and EDTA collaborative experiments were used to detect carbapenemase

phenotype. PCR was used to amplify carbapenemase gene and the sequence was analyzed. ERIC -PCR amplification electrophoresis

was done for homology analysis. Results

Four strains occurred pan-resistant Enterobacter cloacae phenomenon, the results of

modified Hodge test were all positive and those of metalloenzymes phenotypic test were all negative. The four strains were detected

with KPC-2 gene, without the other carbapenemase genes. The four strains were divided into two types by homology analysis. Con-

clusion Producing KPC-2 enzyme is the main cause of carbapanem resistance in Enterobacter cloacae in our hospital.
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