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Tablel. Comparison between autophagy and LAP

Key characteristics

Autophagy

L C3-associated phagocytosis
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Double membrane
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Rubicon protein S Essential
or inhibition
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Proteins shared in both signal pathway
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Figure 1. Intracellular LAP signaling pathway in macrophage induced by Aspergillus fumigatus infection. Upon
recognition of the conidia of Aspergillus fumigatus, the Class III PI3K complex and Syk are activated to recruit
NADPH oxidase complex which produces ROS to help conjugates LC3l to phosphatidylethanolamine to form
LC3II. The deposition of LC3II on the single membrane enhances the maturation of phagosome and its fusion with
lysosome, finally the conidia is degraded and its antigen is presented to facilitate adaptive immune response. The
function of signal molecule, PLD is being investigated. Syk: spleen tyrosine kinase; PLD: phospholipase D.
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L C3-associated phagocytosis and microbial infections
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Abstract: LC3-associated phagocytosis (LAP) is an efficient process for the phagocytosis and degradation of
invading pathogens. Recently, many studies show that LAP plays a very important role in the elimination of
pathogenic microorganism, and its mechanism is different from the conventional phagocytosis and autophagy.
Upon the extracellular stimulation, the activation of some autophagy related proteins in host cells induces the
recruit of LC3 to the single membrane of phagosome, which promotes the efficiency of phagocytosis and killing of
the pathogens. Different pathogens have different mechanisms to cope with the killing of LAP. The genera
mechanism of LAP, different responses to LAP to various pathogens and the research progress in recent years are
reviewed in this paper.
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