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G B Tuberculosis (TB) is a zoonotic disease which caused by Mycobacterium tuberculosis (MTB) infection. The

pathogenesis of TB is very complicated and largely obscure. During the interaction between host cells and MTB, host cell
could generate reactive oxygen species (ROS) which cause oxidative stress and participate in the regulation of apoptosis,
necrosis and autophagy. Among them,autophagy plays an important role in the elimination of MTB and ROS. The mutual
regulation of ROS and autophagy determines the fate of cells after MTB infection, which is of great significance to the oc-
currence »development and outcome of TB. Based on this, this article mainly discusses the interaction between ROS and au-
tophagy from the two aspects: ROS-mediated autophagy and autophagy regulates ROS,so0 as to provide a theoretical basis

for further revealing the pathogenic mechanism of tuberculosis.
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