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Study on the Mechanism and Role of Phagocytic Elimination of Microbes and Microbe-Infected Cells
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Fig.1. Mechanism of Phagocytosis of Microbes and Microbe-
Infected Cells
Step for the induction of phagocytosis are illustrated.
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Fig. 2. Fate of Engulfed Target Cells

Engulfed cells are contained in phagosomes where killing by
readicals is done. Phagosomes are fused with lysosomes,
giving rise to phagolysosomes, and engulfed and killed cells
are digested by lysosomal enzymes. In antigen-presenting
phagocytes, digested components of engulfed cells are bound
by major histocompatibility complex (MHC) and exposed at
cell surface to stimulate T lymphocytes.
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