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Abstract Aminoglycoside antibiotics (AGs) are highly effective broad-spectrum antibiotics for the treatment
of many Gram-negative bacteria and some Gram-positive bacteria. As antibiotics are widely used clinically, bacterial
resistance is becoming more and more serious. This paper mainly describes the mechanisms of resistance to AGs in
terms of ribosome modification, modification of AG-modifying enzymes and drug efflux pump system, which provides
a reference for rational using of AGs to control the spread of antibiotic resistance in bacteria.
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