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Research progress in the formation mechanism and treatment of persister

LIU Xiao-long', YANG Wan-zia®>, MA Yan-ling', WANG Dan', CHEN Hao' (1. Department
of Oncology Surgery; 2. Department of Laboratory Medicine, The Second Hospital of

Lanzhou University, Lanzhou 730030, China)

[Abstract] Persister is a subpopulation of bacteria that can tolerate lethal doses of drugs in the bacterial population
and survive in other stressful environment,it is ubiquitous in various species of bacteria, and even exists in some eu-
karyotes. It is phenotypic mutant that does not have genetic mutation and will not be killed by antimicrobial agents,
which are considered by some scholars to be an adaptive and evolutionary form of bacteria. Persister resists the ad-
verse stimulation of the external environment through a complex dormancy mechanism, recovery of proliferation af-
ter detaching the dormant state leads to the failure of clinical treatment, prolongation and recurrence of multiple in-
fectious diseases, and enhancement of genetic resistance mutation, which poses a great challenge to the diagnosis
and treatment of infectious diseases, shows a great threat to human health. This article comprehensively summarizes
the characteristics, mechanism and clinical treatment of persister, and provides new ideas and help for future re-
search about persister.
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