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Clinical distribution and drug resistance change of Pseudomonas aeruginosa
REN Yan ,XIE Xing feng
Department o f Clinical Laboratory ,Mianyang Municipal Central Hospital ,
Mianyang,Sichuan 621000, China

Abstract: Objective To analyze the clinical distribution and drug resistance of Pseudomonas aeruginosa
(PAE) in this hospital during 2011 —2017 to provide the basis for clinical rational use of antibacterial drugs
and control of nosocomial infections. Methods The clinical distribution of isolated PAE and its drug resistance
rate to commonly used antibacterial drugs in this hospital during 2011—2017 were respectively analyzed. The
drug susceptibility test results were analyzed by using the WHONET 5. 6 software.and the statistical analysis
of drug resistance rates was performed by using the chi-square test. Results A total of 3 217 strains of PAE
were isolated from 2011 to 2017. The constituent ratios of PAE in each year were 7.4%,7.3%,6.1%,7.0%,
6.2%,6.1% and 5. 8% respectively. In the clinilically isolated PAE, the specimen sources were mainly spu-
tum,accounting for 67. 6% ; the department sources were mainly the respiration department (17. 9%) and
ICU(12.3%). The drug resistance rate of PAE to commonly used drugs basically showed the decreasing trend
year by year,moreover the drug resistance rates had difference during these 7 years, and the difference was
statistically significant (P<C0. 05). The sensitivity of PAE to most of drugs was good except for the resistance
rates to ampicillin/sulbactam >95% ,and the majority of drug resistance rates was <.20%. Conclusion The
clinical isolation rate of PAE is high and its drug resistance rates to commonly used antibacterial drugs showed
a dynamic change. Thus,dynamically monitoring the drug resistance of PAE has an important significance to
correctly select antibacterial drugs and control nosocomial infection.
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