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Biological property of Mycobacterial Lsr2 and its

significance in tuberculosis control
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(Shanghai Institute of Immunology, Shanghai Jiao Tong University School of Medicine, Shanghai 200025, China)

Abstract: Tuberculosis (TB), which is caused by Mycobacterium tuberculosis (M. tb) infection, remains one of the
most severe infectious diseases worldwide. Prevention against resuscitation of latent M. b infection as well as
maintenance of latent infection are important for TB control. Lsr2 is a newly identified molecule in M. tb, containing
H-NS-like functional domain. It belongs to nucleoid-associated protein (NAP) family. Lsr2 plays key roles in the
adaptation to the alteration of oxygen levels. Being a global transcriptional regulator, Lsr2 regulates panels of gene
expression, most of which are related to bacterial latency and the survival of M. tb during latent infection in the
host. Herein we summarized the latest research progresses in the biological properties of Lsr2. Its potential
application in vaccine designing against active TB and latent TB infection were further expected.
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