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[Abstract] Objective
terobacteriaceae were separated from January 2011 to December 2011. We selected 13 common antibiotic drug to do
The E.
coil was chief enterobacteriaceae. The bacterial flora distribution showed: the ESBLs detection rate of E. coil was
67/118(56.78%) ,Klebsiclla pneumoniae was 30/118(25. 42%) , Enterobacter was 21/118(17. 8%). The drug sensi-

tive test showed:118 pathogens of enterobacteriaceae were highly resistant to drugs for common antibiotic drug. Con-

To explore the region and drug resistance of pathogens. Methods 118 pathogens of en-

chemosensitivity assay in vitro and observed E. coil and Klebsiella pneumoniae ESBLs detection rate. Results

clusion
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drug sensitivity analysis;

It should rationally use antibiotics,reduce drug resistance strains and avoid the medical source infection.
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