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Streptococcus pneumoniae

(SPN)

Human pathogen
Human nasopharynx as

97 different serotypes,
capsular polysaccharide

Serotypes differ in their disease
causing potential

Serotypes 3, 6B, 19F & 23F are
carriers

Serotypes 1 , 4, 14, 18C are
invasive

reservoir
based on

Macrophage
N (%

(Goonetillekeet al., 2009)
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Pneumolysin (PLY): The Cholesterol Dependent  Cytolysin

(Van der Poll & Opal 2009)
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Pneumolysin (PLY): The Cholesterol Dependent  Cytolysin
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Autophagy: An intracellular bacterial clearance mechanism
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Endosomal membrane damage by PLY triggers autophagy
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Escape of SPN into cytosol
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Escape of SPN into cytosol

Autophagy DEPENDENT clearance of Ubqg positive SPN
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