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Research progress of heteroresistance of Acinetobacter baumannii

FANG Yun', WANG Qi?, BAI Chang-qing', L1 Pu-yuan' (1. Department of Respiratory and
Critical Care Medicine, The Fifth Medical Centre, Chinese PLLA General Hospital , Beijing
100071, China; 2. Department of Neurology, Aerospace Center Hospital, Beijing 100049,
China)

[Abstract] Heteroresistance refers to various susceptibility to a particular antimicrobial agents exhibited by differ-
ent subpopulations of bacteria, which has been reported frequently in the vancomycin-intermediate Staphylococcus
aureus. In recent years, this phenomenon has been revealed in gram-negative bacteria, such as Acinetobacter bau-
mannii » Klebsiella pneumoniae and Pseudomonas aeruginosa ,» and it is gradually recognized that this may be one of
the causes for the failure of anti-infective treatment. Once heteroresistance occurs, even a small part of subpopula-
tions of drug-resistant bacteria can exhibit high level phenotypic resistance under the selective pressure of antimicro-
bial agents, which leads to the failure of clinical antimicrobial anti-infective therapy. Heteroresistance reflects the
transformation of bacterial population from partial drug resistance to complete drug resistance. Research on hetero-
resistance is of great significance for understanding the development process of drug resistance of common clinical
pathogens, evaluating treatment options and guiding clinical antimicrobial use. In this paper, the research status of
heteroresistance of Acinetobacter baumannii is reviewed.
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