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Advances in Research on Host Cells Using Xenophagy to Protect against Bacterial Infection
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Abstract

Autophagy is an evolutionarily ancient and highly conserved eukaryotic mechanism that plays a vital role in maintaining cell homeo-

stasis and coping with various environmental conditions. Xenophagy is a kind of autophagy , which is called a xenophagy because its main phago-

cytosis and degradation are invading pathogens. At the molecular level , we reviewed the mechanism of cellular xenophagy clearance triggered b
y g g P g 5 phagy 28 y

different bacterial invading cells and its research progress at domestic and foreign.
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Fig.1 Host cells use xenophagy to protect against invasive salmonella
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