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Abstract: Design sgRNA targeting the mcr-1 gene and construct the pCas9-sgRNA plasmid vector.The results showed that no
band was detected at the mer-1 fragment in the knockout strain,and the single plasmid system was successfully constructed.The
MIC of colistin decreased from 4pg/mL to 0.25pg/mL(P<0.01).After 2 hours of infection with T7 phage,the survival rate of the
knockout strain was 67.6%,significantly higher than that of the control group and the negative control strain(P<0.001).The
expression level of ompC was down-regulated by 42%, and the expression level of recA was up-regulated by 2.3
times(P<0.05).The single plasmid-mediated system can efficiently eliminate mcr-1 and restore colistin resistance.Its anti-T7
phage mechanism may be related to host receptor modification and stress pathways,providing a new strategy for the treatment
of drug-resistant bacteria and the construction of anti-phage strains.
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