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Abstract: Objective To evaluate antimicrobial activity and resistance reversal ability of berberine to car-
bapenem-resistant pseudomonas aeruginosa (CRPA) in vitro,and provide basis for the CRPA infection treat-
ment with berberine. Methods Clinical isolates of CRPA from January 2017 to December 2017 were collected
from clinical microbiology laboratory of Henan Province Hospital of Traditional Chinese Medicine. The broth
dilution test was applied to detect the MIC of CRPA to berberine and checkerboard method to detect the syn-
ergistic antibacterial activity of berberine with five antibiotics including piperacillin. In order to evaluate the re-
sistance reverse ability of berberine, K-B disc diffusion method was used to detect the changes of the antibacte-
rial circle of CRPA before and after the berberine reverse. Results The MIC of 79 CRPA clinical isolates to
berberine was (1. 67£0. 55)mg/mL. Before and after the reversal of berberine, CRPA showed statistically sig-
nificant differences in the diameter of the antibacterial ring between piperacillin, piperacillin/tazobactam, cefta-
zidime,imipenem and meropenem (P<C0. 05),and no statistical significance for cefepime,amikacin,ciprofloxa-
cin and polymyxin B (P>>0. 05). Conclusion Berberine showed good antibacterial activity to CRPA and syn-
ergistic antibacterial activity with piperacillin, ceftazidime and imipenem. It also can reverse the resistance of
CRPA to some antibiotics,but the exact mechanism needs to be further studied.
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