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Molecular mechanisms of bacterial resistance to bacteriophage
infection: a review
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Abstract: Bacteriophage is the virus that infects bacteria. To resist bacteriophage infections, bacteria have
evolved various antiviral mechanisms, which significantly promote the development of gene editing and
lay down foundations for bacteriophage treatment. This review briefly concludes the molecular resistance
mechanisms of host bacteria against bacteriophage infection. Next, the effects of such defense systems on
bacteria physiology and ecology are discussed. Then, we summarized the limitations and future directions
of bacteriophage resistance research.
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Figure 1 The pathways of bacteria blocking phage adsorption
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Figure 3 The working mechanism of CRISPR systems
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