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Abstract:Objective To understand the population distribution,biofilm generation,and drug resistance of
Pseudomonas aeruginosa (Pae) isolated from specimens of ear canal infections in patients with otolaryngology
surgery at the Chinese PLLA General Hospital,and to provide important evidence for clinical use. Methods
Vitek MS mass spectrometer was used for bacterial identification, K-B method or Vitek 2 Compact was used
for drug sensitivity test,and the results were analyzed according to CLSI 2016-M100 standard. Crystal violet
staining method was used to detect the biofilm of Pae and determine the biofilm formation ability. Results
From 2013 to 2017,106 strains of Pae were collected in Chinese PILA General Hospital, which were related to
the infection of ear canal, and were detected in all ages. 80. 20% strains formed biofilm, 81. 25% of which
could form biofilm in recurrent cases was higher than that in non recapsed group (78.57%). There was no sig-
nificant difference in antimicrobial susceptibility among strains with different biofilm forming ability (P >
0.05). Imipenem, ceftazidime and levofloxacin in biofilm forming strain were slightly more sensitive than
those without biofilm;there was no significant difference in antimicrobial susceptibility between the relapsed
group and the non relapsed group (P>>0. 05). The drug Sensitivity of Ceftazidime, imipenem, meropenem,

levofloxacin, piperacillin, aztreonam and Cefoperazone/sulbactam in the relapsed group were slightly higher
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than those in the non relapsed group;11. 10 mmol/L of glucose promoted the formation of biomembrane,and

15. 00 pg/mL of chitosan quaternary ammonium salt inhibited the formation of biomembrane. Conclusion Pae

causing the infection of ear canal has strong biofilm formation ability. The formation of biofilm has a certain

relationship with the recapse of disease. Lowering the blood sugar concentration and using chitosan quaternary

ammonium salt gel can inhibit the formation of biofilm.
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