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Abstract: Bacterial drug resistance is one of the world’s most pressing public health threats. Especially in today, new
antimicrobial drugs are no longer being developed at a rate that can keep pace with microbial evolution. The mechanism
for the emergence, spread and reversion of bacterial resistance has become a research hotspot. Recently, it has been
proved that bacterial DNA damage response (also named SOS response) acts an important role in the evolution of drug
resistance. Here, we reviewed the relation between SOS response and bacterial drug resistance.
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Figure 1. Common mechanism of cell death induced by bactericidal antibiotics®
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