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[ Abstract] Objective
ae(CRE). Methods

terobacteriaceae. Kirby-Bauer (Ertapenem) was used to screen the carbapenemases strains. Improving Hodge experi-

To explore the phenotype and drug resistance of carbapenem-resistant Enterobacteriace-

Minimal inhibitory concentration(MIC) method was used to analyze the drug resistance of En-

ment, the one with adding boric acid and Kirby-Bauer compounding oxacillin and EDTA-Imipenem were used to con-
firmed the phenotype. Results The drug resistance rate of Enterobacteriacea to imipenem (IPM) and meropenem
(MEM) were 2.7% and 2. 2% ,in 11 pcs screening positive by Kirby-Bauer (ETP),3 pes improved Hodge tested
positive, 1 pic carbapenemases tested by phenotype, 2 pcs ESBLs or AmpC enzyme. 2 pcs weekly positive tested

AmpC,TEM,and CTX-M gene,not carbapenemases. The blaIMP gene were tested. improved Hodge positive plants.

Conclusion

The corporation of improved Hodge experiment, the one with adding boric acid and Kirby-Bauer com-

pounding oxacillin and EDTA-Imipenem has good performance on CRE testing.
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