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[ Abstract] Objective To investigate the distribution and drug resistance of pathogenic bacteriain of clinical in-
fectious specimens 2011, Methods Bacteria was conventionally cultured, separated and identified with scraps of paper
diffusion method (K B method) for pathogens drug sensitivity test. Results In 2011,560 strains of pathogenic bacte-
ria were separated out,in which gram negative bacteria (G~ ) was given priority to 70. 4% , gram positive coccus
(G") was 21.1%,and fungi was 8. 5%. In gram negative bacilli, escherichia coli strains accounted for the most,
pseudomonas aeruginosa was the second. And in G* coccus, the separation rate of staphylococcus aureus (SA) was
the highest. Drug resistance rate of all the pathogenic bacteria for the common antibacterials was high. The separata-
taion rate of producted extended-spectrum B-lactamase (ESBLs) strains in escherichia coli and klebsiella were 43. 0%
and 47. 2% , respectively. Conclusion

Nosocomial infectious pathogens are widely distributed, and it is serious for

drug resistance. The separatataion rate of MRS, ESBLs, and klebsiella which can produce producted is high. We

should strengthen the bacterial resistance monitoring,and guide clinical doctors for rational use of antibacterials.
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