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Study on drug resistance and mechanism of Pseudomonas aeruginosa in thoracic surgery hospital

SHI Feng, LI Xue-zhao, LIU Xiang-gian, WANG Feng, HUA Qin-xue (Department of Thoracic Surgery s
The First Affiliated Hospital of Nanyang Medical College s Nanyang » Henan 473058 ,China) * ™"

Objective To analyze the distribution of pathogenic bacteria,drug resistance of Pseudomonas aeruginosa
and the mechanism of drug resistance in patients with nosocomial infection in thoracic surgery. Method 1 095 samples of
thoracic surgery patients in our hospital were collected for examination,and the pathogenic bacteria were identified by au-
tomatic bacteria identification instrument. The K-B disk diffusion method was used to test the drug sensitivity of 12 kinds
of antibiotics commonly used in clinic,and the drug resistance of 52 strains of P. aeruginosa was determined. The amin-
oglycoside modifying enzyme gene and 16SrRNA methylase gene of 18 aminoglycoside resistant P. aeruginosa were am-
plified by PCR, and the mechanism of drug resistance was analyzed by the amplified products. Result Lung cancer
(30.32%) and esophageal cancer (25.11%) were the main diseases diagnosed in 1 095 patients undergoing thoracic sur-
gery. Postoperative infection occurred in 93 cases,98 cases were infected, the infection rate was 8. 49 % , mainly lower re-
spiratory tract infection (52.04%). 115 strains of pathogenic bacteria were isolated from 93 patients with nosocomial in-
fection in thoracic surgery. 86 gram negative bacteria, mainly P. aeruginosa ;22 gram positive bacteria, mainly Staphylo-
coccus aureus;7 fungi. The drug sensitivity test of 52 strains of P. aeruginosa to common clinical antibiotics showed that
the drug resistance rate of aztreonam, ceftazidime, ciprofloxacin and levofloxacin was more than 30% ,and the sensitivity of
polymyxin B was 100. 00%. Among the 52 strains of P. aeruginosa ,18 strains were resistant to aminoglycosides,and 15
strains produced aminoglycoside modifying enzymes, mainly acc(6')- 1l positive strains. The positive gene pattern of ami-
noglycoside modifying enzyme was acc(6')- [ 4acc(6)- [ +ant(2”)- I +ant(3")- . Among the 18 strains of aminogly-
coside resistant P. aeruginosa .72.22% of the 16SrRNA methylase genotypes were ARMA positive.  Conclusion The
nosocomial infection rate of thoracic surgery in our hospital was 8. 49 % , mainly lower respiratory tract infection,and P.
aeruginosa was the main pathogen. The resistant genotypes of aminoglycoside resistant P. aeruginosa were mainly armA and
acc(6)-1L.

Nosocomial infection; Pseudomonas aeruginosa ;drug resistance; mechanism of drug resistance
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Table 1 Distribution of pathogenic bacteria
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Table 2 Resistance genes of aminoglycoside resistant P. aeruginosa
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