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Research progress on the mechanism of defensin against Mycobacterium tuberculosis infection
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Defensins are cysteine-rich endogenous cationic antibacterial peptides widely distributed in the biological
world, which play an important role in resisting the invasion of pathogenic microorganisms and regulating the immune
function of the body. It has been found that defensins have killing effects on bacteria, fungi and viruses,and they also have
shown outstanding advantages over the fighting against M. tuberculosis infection. The unique antibacterial mechanisms of
defensins can destroy the cell wall, cell membrane and other biological structures of M. tuberculosis,thereby inhibiting

M. tuberculosis. In this review, we summarized the molecular structure, biological effects, anti-tuberculosis effects and

mechanisms of defensins.
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Fig.1 Schematic diagram of the mechanism of action of the defensin
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