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Abstract: Objective ~ To analyse distribution and drug-resistance situation of biofilm-positive Acinetobacter baumannii in
Chongqing tumor hospital in order to provide references for the treatment and prevention of clinical infection. Methods 184 strains
Acinetobacter baumannii were collected and identified with automated microbial analyzer. The Congo red medium was used to isola-
ted biofilm-positive strains. The drug-resistance were determined with K-B method. Results The highest detection rate of Acineto-
bacter baumannii was found in sputum and wound secretion. Departments with high to low detection rate were respectively ICU, re-
spiratory,and orthopaedic department. Aminoglycoside antibiotics had the supreme drug-resistance for Acinetobacter baumannii:
positive strain 85. 2% , negative strains 67. 5%. The bacteria was more sensitive to minocyline and cephalosporins plus bar acid anti-
biotics(CSL and SAM) than others: positive strain 33. 3% and 35. 7% , negative strains 30. 2% and 19. 8%. Conclusion Biofilm-
positive strains show stronger drug-resistance than negative ones (P<C0. 05). Minocyline, CSL and SAM can be used as the pre-

ferred antibacterial drugs. The surveillance of Acinetobacter baumannii should be enhanced to reduce the incidence of nosocomial in-

fection.
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